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INTRODUCTION 
Siddha System of Medicine is an ancient system of Medicine. The 
basic importance of Siddha System is on positive health viz, to prevent 
diseases by careful dieting and proper relaxation of mind to achieve a 
totalling of health, that assures not only longevity but also immortality. The 
same is expressed by Thirumoolar in Thirumanthiram 
‘clk;ghh; mopapy; capuhh; mopth; 
jplk;gl nka;Qhdk; NruTk; khl;lhh; 
clk;ig tsh;f;Fk; cghak; mwpe;Nj 
clk;ig tsh;j;Njd; caph; tsh;j;NjNd” 
The unique phenomenon of Siddha system is the Kalpha system.  
Kalpha drugs are those which ensure physiotheraphy, psychotheraphy 
preventive and curative aspect of disease. As expressed by Thirumoolar in 
Thirumanthiram 
‘kWg;gJly; Neha; kUe;nj dyhFk; 
kWg;gJs Neha; kUe;nj dr;rhYk; 
kWg;gjpdp Neha; thuhjpUf;f 
kWg;gJ rhitA kUe;njdyhNk” 
Siddha System has several branches. 
‘Sirappu Maruthuvam’ is one of its best branches and treats body 
diseases by Kalpha medicines, yoga theraphy, varma and muppu. 
Venpadai is one of the most importants skin disorder. Now a days it is 
the most common disease that affects all. It has world wide distribution. 
It is a source of great social embarrassment to dark skinned people and 
is also noted due to cosmetology problems. 
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The disease Venpadai challenges to the world of medicine, many 
researches were made on it but there is no permanent satisfactory remedy. 
The internal and external medicine for venpadai which are used in this 
clinical study was not yet tried by any one for venpadai. In treating most of 
the skin diseases the Siddha system of medicine has its wonderful effect. So 
the author has tried to formulate a treatment methodology to treat the disease 
venpadai. The author’s choice of the following drugs for clinical studies are. 
1. Karpokarisi Chooranam - Anuboga vaithiya murai part - 3 
as Internal medicine 
 - Dr. C.N. Kuppusami and  
Dr. V.S. Parvathy Page No. 133 
2. Kandangkattari Pazha thylam  Pathartha Guna vilakkam - 
Moola Vargam as External 
medicine. 
 - C. Kannuusamipillai Page No.-168 
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AIM AND OBJECTIVES 
 The clinical study of Venpadai was done in selected cases of both 
sexes and treated in the in-patient and out-patient ward of the post 
graduate department of Sirappu Maruthuvam at Government Siddha 
Medical College. 
¾ To study the clinical cause of the disease Venpadai with keen 
observation on the Aetiology, Pathology, Diagnosis, Prognosis 
and the treatment    by making  use of siddha aspect. 
¾ To expose the unique diagnostic methods mentioned by 
siddhars, to know how the disease Venpadai alters the normal 
conditions under the topic Mukkutram, Poripulangal, 7 Udal 
Kattukkal and Envagai thervugal. 
¾ To know the extent of correlation of aetiology, classifications, 
signs and symptoms of Venpadai in siddha aspect with vitiligo 
in modern medicine. 
¾ To have an idea about the incidence of the disease with age, 
sex, socio economic status, habit, occupation, family history 
and climatic conditions. 
¾ To have a detailed clinical investigations. 
¾ To have a clinical trial on Venpadai with Karpokarisi 
Chooranam as internal medicine and Kandankattiri Pazha 
thylam as external medicine. 
¾ To evaluate the Bio-Chemical and Pharmacological effects of 
trial medicine. 
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REVIEW OF LITERATURES 
SIDDHA ASPECTS 
ntz;gil (NtW ngah;fs;) 
ntz;jpl;L 
ntz;Gs;sp  
ntz; Fl;lk; 
RNtj Fl;lk;  
,ay;: 
 clypy; kq;fpa ntz;ikahd epwKs;s gy msTs;s Gs;spfSk;> 
gilfSk; tpfhukhf fhZtNjhL rpyNtis mt;tplj;jpYs;s Nuhkq;fSk; 
ntSj;Jf; fhz;gjhd Nehia ntz;gil vd;gh;. 
a+fp rpe;jhkzp 800-y; 
  “jbg;ghfj; jtsepwk; Nghy; ntSj;Jr;  
    rh;thq;fKk; ntSj;jhy; jhd; jpUk;Gk; 
    kbg;ghf kaph; ntSj;jhy; mrhj;jpakhFk;. 
    thpTjL cs;sq;if Fjq; Fa;ae;jhd; 
    nebg;ghf neUg;Ggl;lJ Nghy; Gz;zha; 
    epwkpUe;jhy; mrhj;jpankd;Nw Aiuf;fyhFk; 
    ntbg;ghfp Nkdpnayhk; ntSj;J tPq;fpy; 
    ntz; RNtj Fl;lnkd;Nw tpsk;gyhNk” 
 
jbg;ghfj; jtsepwk; Nghy; ntSj;Jr; 
jbg;ghf rhk;gy; epwk; Nghd;W ntspwp 
rh;thq;fKk; ntSj;jhy; jhd; jpUk;Gk; 
ghjpf;fg;gl;l ,lk; KOtJk; ntz;ikahf khWk; 
  kbg;ghf kaph; ntSj;jhy; mrhj;jpakhFk;. 
nkJthf ghjpf;fg;gl;l ,lj;jpy; cs;s kaph; ntz;ikahf 
khwpdhy; jPuhJ 
     
 
5
thpTjL cs;sq;if Fjq; Fa;ae;jhd; 
cjL> cs;sq;if> kythia Rw;wpAs;s ,lk;> ,dg;ngUf;f 
cWg;G Mfpaitfspy; 
    nebg;ghf neUg;Ggl;lJ Nghy; Gz;zha; 
    epwkpUe;jhy; mrhj;jpankd;Nw Aiuf;fyhFk; 
ePz;l fhykhf> jPf;fha jOk;gpd; epwkhf ,Ue;;jhYk; jPuhJ 
    ntbg;ghfp Nkdpnayhk; ntSj;J tPq;fpy; 
    rpwg;ghf ntz;ikahjy; cly; KOtJk; mjpfhpj;J fhDk; 
    ntz; RNtj Fl;lnkd;Nw tpsk;gyhNk” 
  ntz;ikahd ntz;Fl;lk; vd;W $wyhNk. 
jd;te;jphp itj;jpaj;jpy; 
‘kPf; nfhsj; NjhYNkYNkhw; Kfk; ntWf;Fkhfpy; 
 Nehf;fpay; khpf;FQ; nrhd;d Nehf;fp ntz;Fl;lk;.” 
¾ Njhypd; ,aw;if epwk; khwp ntSj;J fhZk; 
guuhr Nrfuk; vd;Dk; E}ypy; 
‘ntz;Fl;lQ; nra;As; Fzj;jpid nrhy;yf; Nfz;kpd; 
   ntq;fyk; Nghyhfpr; nrhwpe;jpL ePUk; ghAk; 
   nkd;ikaha;r; rhk;gy; tPO kpopGyhy; kpfT ehWk; 
   jhkha; fghy nkd;d tuz;Lfh jpiur;ryhNk.” 
¾ rhk;gy; epw gilapy; ePh;tbe;J Jh;ehw;wk; tPRk;. 
¾ fghyj;jpd; Nky; Njhy; twz;L fhzg;gLk;. 
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Neha; tUk; top 
 ntz;Fl;lk;> Fl;lj;jpd; xUtif vd;gjhy; Fl;lk; cz;lhf 
fhuzkhditfNs ,jw;Fk; fhuzkhFk;. 
a+fp rpe;jhkzp 800y;  
1.   ‘tpsk;gNt kpFe;j c\;ze; jd;dhYk; 
kpFe;j rPjsj;jhY kow;rpahYk; 
tpsk;gNt ke;jj;jhy; the;jpahYk; 
kfj;jhd ngz;NzhL kUtyhYk; 
fpsk;gNt fpNyrq;fs; kpFjyhYk; 
nfbahd Twf;fq; fsiljhYk; 
jsk;gNt kapUfph;fs; jtpLkz;fy; 
rhjj;jpw; gUfyhy; kpFf;Fq; Fl;lk;” 
 
2.  ‘Fl;le;jhd; gjpndl;L tifNa njd;why; 
FUepe;ij rptepe;ij kiwNahh; epe;ij 
jpl;lj;jhd; Njtij J}\izf; FNuhjk; 
nrg;gyhw; wpUlyhw; guh juj;ij 
ml;lj; jh dhirah yilf; fyj;ij 
mgfhpj;jy; mfjp guNjrp jd;id 
tl;le;jhd; itjyhw; fw;gopg;ghy;  
te;jpLNk gjpndl;L Fl;le;jhNd” 
 
3.   ‘Mr;nrd;w gjpndl;Lf; Fl;le;jhD 
ktuth;fs; nra;fpd;w tjh;kj;jhyhk; 
Njr;nrd;w  rpthyaj;jpYr; rpl;lq;fs; 
nra;jth;fs; rpt epe;ij gz;zpdhh;fs; 
%r;nrd;w nghpNahiuj; J}\pj;jhh;f;s 
$r;nrd;wjid ahTq; Fiwe;j $yp 
nfhLf;fpd;Nwhh; Fl;lj;jpy; $LthNu” 
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4.   ‘Nghnkd;w g+h;t fd;kj;jhYk; 
gtpjdf;F kpF fd;kk; nra;j ghtk; 
ghnkd;w nghpNahh;fs; rhgj;jhYk; 
ghjfq;fs; kiwepiag; gz;Zk; ngah;f;Fk; 
Nfhnkd;w Fl;lkhk; Nuhfk; te;J 
$Lnkd;W a+fpKdp $wpNdNd” 
jpU%yh; fUf;fil itj;jpaj;jpy; 
  ‘tpahjpAz; %thWf;Fk; tpsq;fpa Fl;lq; Nfsha; 
  Rahjpf; fpue;jp Rod; Nkfj;jhyhWk; 
  gahjp kz;Zs gy tz;bzhnyl;Lk; 
  epahjp GOehyha; epd;wjpf; Fl;lNk.” 
mfj;jpah; fhtpaj;jpy; 
‘tpahjpfs; %thWf;Fk; tpsq;fpa Fl;lq;Nfsha; 
Rahjpah Nkfj;jhYk;  #o;fpd;w fpue;jpahYk; 
gahjpah khwjhFk; gytz;bdhNy nal;lhk; 
aahjpahk; GOthdhyk; Iakhk; gjpndl;lhNk” 
mfj;jpah; fd;k fhz;lj;jpy; 
‘Nrh;e;j Fl;lnkhU FiwNeha;fs; te;j 
     NrjpNfs; kyuhj tUk;G nfha;jy; 
jhhpe;j rPtnre;J tijfs; nra;jy; 
jha; je;ij kdJnehe;E Nuhfe;jhNd 
jhndd;w nja;tUj; jidaopj;jy; 
rhh;thd nghpNahh;fs; jikg; gopj;jy; 
fhndd;w ee;jtdk; g+Q;nrbfs; ntl;ly; 
fUkklh rhPuj;jpw; fh#NghNy 
a+ndd;w Tlk;ngy;yhk; nkhl;L nkhl;lh 
Ald; ntSj;J FiwNahAjpuQ; rpe;Jk; 
thndd;w fUkq;fs; jPh;g;gjw;F 
tifnahd;W nrhy;Ntd; Nfs;ee;jtd;ikNah” 
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rpj;j kUj;Jt Neha; ehly; Neha; Kjdhly; E}ypy; 
 ‘Fl;lkJ tpl fug;ghd; tplePh;#iy 
  RNuhzpjj;jhy; jhJ nfl;Lj; jbg;Gz;lhFk; 
kl;lwNk fpUkpnrd;W kUTk;NghJ 
tifaha;f; fpUkpAl tpl ePh; nrd;W 
Fl;lKld; Njfnky;yhk; gwf;Fk;NghJ 
FopFopaha; fpUkpapdPh;f; nfhs;Sk;Gs;sp 
jl;lwNt fpUkpAl ePuhy; te;j 
rfyFl;lk; tplfug;ghd; rhw;wyhNk” 
guuhr Nrfuk; Fl;lNuhf epjhdk; vd;Dk; E}ypy; 
‘midty; tpidap dhNy nkha;j; njOq; Fl;lNuhfk; 
ikNrh; newpapYa;f;f ew;wtf; Fuit nka;ik 
kd;dpL kd;gh; jk;ik Ajhrpdk; Ngrp ehSk; 
,d;dy; nra; ghj fj;Njhh;f; nfa;jpL nkd;Dk; 
NtjNk Aiuf;F Nkyh newpapdpy; typ ehSk; 
VjNk GhpAe; jPNahh;f; nfa;Jt ey;yhd; NkNyhh; 
#jpa newpaP dpd;Nw Aaph;fSf; FWjp nra;Ak; 
khjth; ek;ikaw;Nwha; tUe;j ehq; fz;bNyhNk. 
MdNjhh; thj gpj;j Nrw;gd kjdp dhYk; 
khadida tplePuhY kq;ifah; tUj;jj;jhYk; 
<dkhq; fpue;jp ahY kpopTW Fl;lNuhfk; 
jhdkpy;yhj rhF nkdKdp rhw;wpdhNd 
rhw;wpa Tztpd; NgjU jd;dhYk; ghy;nea;; nty;yk; 
Vw;wkh Az;g jhYkpiwr;rp djpfj; jhYk; 
Nfhw;nwhb klth hpd;gq; Fiwtwj; Ja;f;ifahYk; 
Njhw;wpL kyryj;ij Rikaw alf;fpdhYk;” 
gjpnzd; rpj;jh; ehb E}ypy; 
‘mwpthd gpj;jj;jhnyLj;j NjfkW  
kypT epwk; nts;is ahpitNahL 
gphpahj Rfepiy aw;gTz;b ngUk;  
Gspg;GzT nfhs;sy; nghpNahh; jk;ik 
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Fwpahj yhrwk; gz;zy; Gj;jp 
Fk;gpg;gpd; Njwy; fiy QhdNghjk; 
newpahjf; fw;wwpT nrhy;yy; tPuk; 
epiyg;G kjpapy; fjkjp awykhNk” 
¾ gpj;j kpFjpahd czT cl;nfhz;lhy; cly; ntSj;jy;> epwf;FiwT 
Nghd;wit Vw;gLk;. 
‘khd;KUf;fpak;” vd;w rpj;jh; E}ypy; 
“,lk; nghO JzT njhopNyhL gUtk; 
    vDkpit NtWgLjhYk; 
    eQ;#wy; eQ;Rf; fbaW nghYk; 
  gpzpAwyhYk; epwk; ngah;e;jpLNk” 
 - fgpuhr gz;bj ,uhkRg;gpukzpa ehtyh; 
¾ xOq;fw;w czT 
¾ eQ;R jd;ikAs;s czT 
¾ eQ;R nghUs; clypy; Nrh;jy; Nghd;w fhuzq;fshYk; tUk; 
FUehbE}ypd; $w;Wg;gb  
fpUkpahy; te;j Njhlk; ngUfTz;L 
Nfl;fyjpd; gphptjidf; fpukkhf 
nghUkp tUk; thAnty;yhq; fpUkpahNy 
GOf;fb Nghy; fhZkJ fpUkpahNy 
nrUkp tUk; gtj;jpuq;fs; fpUkpahNy 
Njfkjpy; nrhwp Fl;lq; fpUkpahNy 
JUkp tUQ; RNuhzpjq; fpUkpahNy 
#l;rKld; fphpirg;ghy; njhopy; nra;tPNu 
gapy; nkhopapy; jpNufj;jpy; fpUkp jhNd 
gue;J jphpFl;lk; Nghy; Gs;spfhZk; 
kapyJtk; fpUkpAe;jh ele;J Gf;fpy;  
Nkdpaq;Fk; rurud ntbj;Jg; Gz;zhk;” 
¾ nghUky;> tha;T> GOf;fb> gTj;jpuk;> nrhwp> Fl;lk;> Rf;fpyg;gpuNkfk; 
Mfpa Nuhfq;fs; fpUkp ahNyw;gtJz;L. 
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mf];jpah; itj;jpak; vd;w E}ypy; 
‘Fay;tha; F\;lk; raq;Fd;kk; ePhpopT Ruf;fpuhzp 
ePuilg;G ghz;L %ythA 
fay;thA tUq;fz;zpy; Fj;jha; fb jrtha;T 
fhzthf Kd; nra;j caph;fsk; tpidjhNd” 
¾ Fl;lk; guk;giu NehahfTk; 
¾ fd;kj;jpdhYk; tUk; vdf; $wg;gl;Ls;sJ. 
jd;te;jphp itj;jpaj;jpy; 
‘mwptpd;wp tpghPjQ; Nrhuhfhuk; Grpf;fyhYk; 
   Jiwapd;wp njhlhj njhd;iw njhl;lit Grpf;fyhYk; 
Fiw nfhz;l eprpj;jkhd Fykq;ifaLf;fyhYk; 
epiw nfhz;lnghpNahh; jk;ik epe;jpj;J NgryhYk; 
epe;jpj;J Gwj;jpahw; Nrhkepiy nflg; gphpf;fyhYk; 
te;jpj;J g+Uth nrd; khe;jpu ghtj;jhYk; 
rpe;jpf;;f fw;G khjh; jq;fis fUjyhYk; 
njhe;jpj;j Fl;l Nuhfe; njhLf;F nkd;Wiuj;jhh;Kd;Ndhh;” 
¾ xOq;fw;w czT gof;fq;fshYk; 
¾ nghpNahiu kjpf;fhJ elj;jy; 
¾ ed;wp kwj;jy; Nghd;w fhuzq;fshYk; Fl;l Nuhfk; tUk; vd 
jd;te;jphp $Wfpwhh;. 
FUehb 235y; 
“ey;Nyhh; nghpNahh;fs; elj;JQ; nra;if 
ehl;bYs;s J\;ln[dk; eifj;jhNy> 
nghy;yhj tp\f;fbfs; tw;WGf;fpg; 
nghd;ikAs;s Njfnky;yhk; F\;lk;NghNy 
nry;yhj tp\f;fbfs; tp\Fd;kk; ghz;L 
ePuhj fd;ktpid nra;j ghtk; 
vy;yhUq; fhztpJ Gtpapd; kPNj 
,zq;fp te;Nj fbtp\q; fhpak;gyhNk” 
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¾ eQ;R jd;ikAs;s czT 
¾ ghz;L> Fd;kNeha; 
¾ guk;giu NehahfTk; ,e;Neha; tUk; 
rpj;j kUj;Jt rpwg;G E}ypd; gb 
¾ Njhypy; Jzp Kjypatw;why; tplhky; Vw;gLk; cuha;jy; 
¾ J}k;gw;w Rug;gp ePh;fspd; tpfw;gk;. 
¾ nefpo;g; (Rubber) nghUs;fs; Njhypy; mbf;fb cuha;jy; 
¾ rj;jw;w czT 
¾ ,j;Njhy; Neha; fz;ltplj;jpy; Nky; Njhypy; fhZk; epwkpfs; 
(Melanin Pigments) vd;w clYf;F epwj;ijf; nfhLf;f fhuzkhd 
tpyq;fs; Fiwe;J Nghjy; my;yJ ,y;yhky; ,Uj;jy; . 
¾ guk;giuahfTk; 
¾ xUtif fhkpaj;jhYk; 
¾ NkfNehahfpa nfhWf;F Neha;f;Fj; JizahfTk; tUtJz;L 
¾ njhONehapYk; ntz;gil tUtJz;L 
 
Fl;lj;jpd; tiffs; 
1. a+fp rpe;jhkzpapd; $w;Wg;gb: 
 “Kj;jhFk; Fl;le;jhd; gjpndl;Lf;Fk; 
  Kdpahd A+fpahd; nrhy;yf; Nfsha; 
  gj;jhFk; Gz;luPf Fl;lj;NjhL 
  nghUfpd;w tph;Nghlff; Fl;lkhFk; 
  gj;jhFk; ghkh Fl;l fu;k Fl;lk; 
  ghpthd fu;zFl;lk; ru;kFl;lq; 
  fpj;jhFq; fpU\;z Fl;lk; mTJk;gu Fl;lk; 
  nfbid kz;ly Fl;lkhF nkd;Nd 
  Fl;lkhk; gupr Fl;lnkhL 
  Fbykhk; tpru;r;rpff; Fl;lkhFk; 
  tl;lkhk; tp;ghjpf Fl;lNkhL 
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  kFtuhq; fpBg Fl;le; ru;kjy Fl;le; 
  jpllhw; jj;JU Fl;lNkhL 
  jhf;fhd rpj;kh Fl;le; rjhU Fl;le; 
  Jl;lkhQ; RNtj Fl;le;jd; Ndhnlhf;fr; 
  Rak;ghd gjpndl;Lf; Fl;lkhr;Nr.” 
Fl;lk; gjpndl;L tifg;gLk; 
1) Gz;luPf Fl;lk;   -  glu;jhkiu ngUNeha;  
2) Tpw;Nghlf Fl;lk;  -  nfhg;Gs ngUNeha;  
3) ghk Fl;lk; -  rpuq;F ngUNeha;  
4) f[ru;k Fl;lk;   -   ahidNjhy; ngUNeha;  
5) fuz Fl;lk;  -   fhJ ngUNeha;  
6) rpFuk; Fl;lk;  -   Njhy; ngUNeha;  
7) fpU\;z Fl;lk;  -  fUq; Fl;lk;  
8) mTJk;gu Fl;lk;  -  mj;jpf;fha; ngUNeha;  
9) kz;ly Fl;lk;  -  tisag; ngUNeha;  
10) mghpr Fl;lk;  -  typ ngUNeha;  
11) tprh;r;rpf Fl;lk;  -  nrhwp Fl;lk;  
12) tpghjpf Fl;lk;  -  nrq; Fl;lk;  
13) fpBg Fl;lk;  - gd;wpj; Njhy; Fl;lk;  
14) ru;kjy Fl;lk;  -  Njhy; ntb ngUNeha;  
15) Njj;JU Fl;lk;  -  jbg;G Fl;lk;  
16) rpj;Jkh Fl;lk;  -  eh ngUNeha;  
17) rjhU Fl;lk;  -  Giu Fl;lk;  
18) RNtj Fl;lk;  -  ntz; Fl;lk;  
2. jd; te;jphp itj;jpaj;jpy; 
‘nrhy;YFl;lk; VOtifNgh; nrhy;ypf; fghy rh;kPfk; 
nty;Y KJk;gu Nkfpbgk; tprh;r;rpf kz;lyf; fpuKk; 
ky;yy; jUrp Fit ahFk; ngaNuh NuohFk; 
ty;yfpahjpf; Fzkjid tFj;Jg; ghhpWiug;Ngnd 
g+z;ljj;JU tpNdhL rjhhpfk; Gz;lhPfe; 
jhz;L tpw;Nghlk; ghkhTld; ikjyk; ntz;Fl;lk; 
$z;bL fhfee;jp rpw;Wik ary Fl;lk; 
Ntz;batpthjpNahLk; gjpndhd;Wk; tphpj;Jf;fhNd” 
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Fl;lk; 18 tifg;gLk; 
1) fghy Fl;lk; 
2) rhd;kPf Fl;lk; 
3) cJk;gu Fl;lk; 
4) fpBg Fl;lk; 
5) tpru;r;rpf Fl;lk; 
6) kz;ly Fl;lk; 
7) mfNeha; Fl;lk; 
8) jhJ Fl;lk; 
9) rjhU Fl;lk; 
10) Gz;luPf Fl;lk; 
11) tpw;Nghlf Fl;lk; 
12) ru;kjy Fl;lk; 
13) ghk Fl;lk; 
14) ntz; Fl;lk; 
15) fhfee;jp Fl;lk; 
16) rpj;Jkh Fl;lk; 
17) myr Fl;lk; 
18) tpghjpf Fl;lk; 
3. guuhr Nrfuk; vd;Dk; E}ypy; 
 ‘,d;igy; Ntwj; jk;kh NyhjpLq; Fl;lNuhfk; 
  md;dJ gjpndl;nld;Nw aiwe;jd uhAs;Ntj 
  nrhd;dit Ngj nky;yhe; njhFj;jit ahe;JNru; 
  jd;idiae; jpdpw;f Uf;fpj; jkpo; Kdp rhw;wpdhNd ” 
 “ fhw;W ntz;Fl;l nkhd;W rhuhfUq; Fl;l nkhd;W 
  Njhw;W nrq;Fl;l nkhd;W nrhwpaO fzpAnkhd;W 
  khwhFk; tp\j;jpnyhd;W te;jpL ike;JQ; nra;Ak; 
  Vw;Wkhq; FzK Nkw;w rpfp;r;irA apak;GNthNd” 
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Fl;lk; 18y; 
1) ntz; Fl;lk; 
2) nrq; Fl;lk; 
3) fUq; Fl;lk; 
4) mOfz;zp Fl;lk; 
5) tp\ Fl;lk;, Kjypad mlq;Fk;. 
4. Mj;k ul;rhkph;j itj;jpa rhurq;fpufk; vDk; E}ypy; 
1) ntz; Fl;lk; 
2) nrq; Fl;lk; 
3) fUq; Fl;lk; 
4) ngUtpahjp vd 4 tifg;gLk; 
5. T.V. rhk;grptk; gps;is mfuhjpapy;, 
  1. ePu; Fl;lk; 
  2. ntz; Fl;lk; 
  3. nrhwp Fl;lk; 
  4. fUq; Fl;lk; 
  5. ngUq; Fl;lk; 
  6. nrq; Fl;lk; 
  7. nghup Fl;lk; 
  8. tpup Fl;lk; 
  9. vup Fl;lk; 
  10. tpuy; Fiw Fl;lk; 
  11. ril Fl;lk; 
  12. ahid Fl;lk; 
  13. jpku; Fl;lk; 
  14. tpuz Fl;lk; 
  15. fha;f; Fl;lk; 
  16. mopf; Fl;lk; 
  17. fpUkpf; Fl;lk; 
  18. Mwhf; Fl;lk; 
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ntz;gil Nehapd; tiffs; 
1. rpj;j kUj;Jtk; rpwg;G E}ypd;gb 
 ntz;gil 4 tifg;gLk; 
1) thj ntz;gil 
2) gpj;j ntz;gil 
3) fg ntz;gil 
4) Nkf ntz;gil 
2. rpj;ju; mWit kUj;Jtj;jpy; 
 ntz;Fl;lk; 3 tifg;gLk; 
1) thj ntz;gil 
2) gpj;j ntz;gil 
3) fg ntz;gil 
3. mDgt itj;jpa Njtufrpaj;jpy; 
1) thj ntz;gil 
2) gpj;j ntz;gil 
3) rpNyj;Jk; ntz;gil 
  
Fl;lj;jpd; FwpFzq;fs; 
A+fp itj;jpa rpe;jhkzp 800 
1. Gz;luPf Fl;lk; 
’$LNk jhkiuapd; G+tpjo; Nghy; 
  Ftpe;JNk fWg;NghL ntSg;Gk; MFk; 
 NjLNk rptg;G gy th;zk; MFk; 
 jpdT kpf thuhJ nrhidapw; gd;dPh; 
 thLNk ma;apd;cw; gj;jp Mfp 
 tUj;j kpf cz;lhfp NehT khFk; 
 NghLNk rhPuq;fs; Kfq;fs; fhJ 
 Gz;lhPff; Fl;lj;jpd; GJik jhNd.” 
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¾ Ftpe;j jhkiu G+tpjo; Nghd;W fWj;Jk; ntSj;Jk; fhZk;. 
¾ gpd; rpte;j epwj;NjhL gy epwq;fSk; Njhd;Wk;. 
¾ mjpfkha; jpdT ,Uf;fhJ. Mdhy; ePh; frpAk;. 
¾ jhapd; fh;g;gj;jpNy$l ,e;j Neha; Njhd;wyhk;. 
¾ Kfk; fhJfspy; Njhd;wp cly; vq;Fk; kpFe;j tUj;jj;ijAk; 
NehitAk; jUk;. 
2. tpw;Nghlf Fl;lk; 
‘GJikaha;r; rhPunkq;Fe; jpdTz;lhFk; 
 nghUntbaha;j; jpf;nfdj; jPf; nfhOe;J Nghy 
 nkJikaha; tpl;nlhpAk; ey;y ghk;gpd; 
 tp\g;glk; Nghy; jbj;J ntSg;G khFk; 
 RJikaha; kpfr; nrhwpAk; rptg;G khFk; 
 J}f;fnkhL rQ;ryKk; kpfcz;lhFk; 
 fJikiaha;j; Njhnyy;yhe; jbg;Gz;lhFk; 
 fdj;jtpw; Nghlfkhd Fl;le; jhNd.” 
¾ clnyy;yhk; jpdTz;lhFk; 
¾ clk;G vq;Fk; typ; cz;lhFk; 
¾ Njhypy; ntbg;Gz;lhFk; 
¾ jPahy; Rl;lJNghy; Ntjid ,Uf;Fk; 
¾ tpl;L tpl;L vhpr;riy jUk;. 
¾ ey;y ghk;gpd; glk; Nghy; jbj;jpUf;Fk; 
¾ ghjpf;fg;gl;l ,lk; ntSj;J fhZk; 
¾ clypy; nrhwpAz;lhFk;> rpte;jpUf;Fk; 
¾ mjpfkha; J}f;fk; tUk;. 
3. ghk Fl;lk; 
‘jhdhd jpdTz;lha; ntSj;jpUf;Fk; 
 jq;fpNa rPg;ghAe; Njfq; Fd;Wk; 
 fhdhd rhPunky;yhk; vhpTz;lhFk; 
 fdkhd jhkiuapd; Fil NghYz;lhk; 
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 ghdhd nrhwpNahL jpdTz;lhFk; 
 ghk;gpdpil Njhy;Nghy chpe;J tPq;Fk; 
 fhdhd fhy; ifAq; Fiwe;J fhZk; 
 fdkhd ghkFl;l khFe; jhNd.” 
¾ jpdTz;lhFk; 
¾ Njhy; ntSj;jpUf;Fk; 
¾ rPo; tbAk; 
¾ Njfk; Fd;Wk; 
¾ clnyq;Fk; vhpr;ry; Vw;gLk; 
¾ NjhyhdJ ghk;gpd; Njhiyg; Nghy; chpAk; 
¾ tPf;fKz;lhFk;. 
4. f[ru;k Fl;lk; 
‘jhdhf; rle;jhYk; kpff; fWg;ghk; 
 rlynkq;Fk; NjhYhpAk; rptg;GkhFk; 
 Ntdhd ntwntwdj; jhdp Of;Fk; 
 ntbf;FNk nrhhpr;ryha;j; jpdTz;lhFk; 
 fhdhf rh;kFl;lk; mjpYz;lhFk; 
 fbdkha;f; fhy;tpuy;fs; fdg;Gz;lhFk; 
 $dhfj; Njfnkq;Fk; typnaLf;Fk; 
 Fwpahd f[rh;kf; Fl;le; jhNd.” 
¾ cly; kpf fWg;ghFk; 
¾ Njhy; chpAk;> gpd; rptg;ghFk;. 
¾ Njhy; twz;L fhZk;. 
¾ ntbg;Gz;lhFk;. 
¾ nrhwpAk; jpdTk; Vw;gLk; 
¾ fhy; tpuy;fs; fdj;J fhZk;. 
5. fuz Fl;lk; 
‘rh;ke;jhd; kpf ntbf;Fk; Nghhpw;wh Dk; 
  rlnky;yhk; Ntjidgr; nrd;wpUf;Fk; 
 njh;ke;jhd; jphpNjhr FzKz; lhFk; 
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 Njfnkq;Fk; ghhpf;Fk; jpkpUz;lhFk; 
 fh;ke;jhd; fhf;fzg;G+ epwk jhFk; 
 fz;bg;G tPf;fkha;j; jhdp Uf;Fk; 
 th;ke;jhd; kdf;fpNyrk; kpfTz;lhFk; 
 khfuzf; Fl;lj;jpd; khh;f;e; jhNd.” 
¾ Njhypy; ntbg;Gfs; cz;lhFk; 
¾ Nghh;f;fsj;jpy; rz;il nra;jtd; cly; vg;gb NehFNkh 
mg;gbg;gl;l Ntjid ,Uf;Fk;. 
¾ thj> gpj;j> fgk; vd;Dk; 3 Fzq;fSk; clypy; fhZk;. 
¾ cly; fdf;Fk;. 
¾ jpkpUz;lhFk; 
¾ fhf;fzk; G+itg; Nghy; cly;ePy epwkhFk;. 
6. rpuq;F Fl;lk; 
‘khh;f;fe; jhd; gRikaha; ntSg;Gz;lhFk; 
 khrptg;Gf; fWg;Gkha;j; jpdTz;lhFk; 
 jhh;f;fkha; jbg;Gr; rPo; gha;r;r yhFk; 
 jir tapW fbdhfj;jPl;; nrhhpAkhFk; 
 Njh;fkha;j; jpkpNuhL jirfs; ahTk; 
 Njf;fyhd vhpr;ryha; c\;z khFk; 
 rPh;j;jkha; tapWjdpy; fz;bg; ghFk; 
 rpFuFl;lk; jd;Dila Nrjp NfNs.” 
¾ Njhypy; gRikAld; ntSg;Gz;lhFk;. 
¾ gpd; rpte;J fWf;Fk; 
¾ jpdTz;lhFk; 
¾ jbf;Fk; 
¾ jir> tapW> gpwg;GWg;Gfspy; eikr;ry; fhZk; 
¾ rPo; tbAk;. 
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7. fpU\;z Fl;lk; 
  ‘Nrjpaha;j; Njfnky; yhq; fWf;Fk; 
   rptg;GlNd Nrj;Jkj;jp Yw;g tpj;Jf; 
      fhjpaha;j Njhy; jpkph;j;Nj fjpj;J ehWk; 
   fdkhd jhJtpYk; c\;ze; jhf;Fk; 
   ehjpaha; clk;ngq;Fk; NehTz;lhFk; 
   El;gkhk; Gwq;fhypy; miuapy; fhZk; 
   jhjpaha;j; jiyjd;dpy; kpFjp ahFk; 
   rQ;rhpf;Fq; fUq;Fl;lj;jd;ik jhNd.” 
¾ cly; fWf;Fk; 
¾ gpd;Njhy; rptg;G epwk; ngw;W jpkph;f;Fk;> fjpj;J ehWk;. 
¾ clnyy;yhk; typ cz;lhFk; 
¾ Gwq;fhypYk; miuapYk; ,e;Neha; fz;L jiyapy; guTk; 
¾ gpd; clnyq;Fk; guTe; jd;ik cs;sJ. 
8. mTJk;gu Fl;lk; 
  ‘Mz;ikaha; mj;jpf;fha; Nghy; mUk;gp 
   mLf;fLf;fha; Kisj;JNk ngUj;J nkj;jf; 
   fhz;ikaha;f; fha;e;JNk clk;ng q;Fe;jhd; 
   fUfpNa clk;G Njhy; jpiue;J njhq;Fk; 
   Njhz;ikaha;j; Njfnkyhk; jpkpUz;lhFk; 
   nrhhpNahL rhPuj;jpy; nre;ePh; ghAk; 
   thz;ikaha; kaf;fe;jhd; kpfTz;lhFk; 
   tUj;jNjhh; mTJk;guf; Fl;le; jhNd.” 
¾ clypy; mj;jpf;fha; Nghd;W Njhd;Wk; 
¾ mLf;fLf;fha; gutp gUf;Fk;. 
¾ gpd; fha;e;J fUfp Njhy; RUq;fp njhq;Fk;. 
¾ clypy; jpkph; cz;lhFk;> nrhhp cz;lhFk;. 
¾ ,uj;jk; tbAk;. 
¾ kaf;fk; cz;lhFk;. 
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9. kz;ly Fl;lk; 
  ‘tFj;jNjhh; gr;ir tz;zkp uj;jtz;zk; 
   khapUf;Fk; clnyy;yhk; rpunry; yhe;jhd; 
   tpFj;jNjhh; jiyapNy ntSg;G khFk; 
   Nkdpnay;yhk; kpfj; jbj;Jf; fWg;Gz;lhFk; 
   jpUj;jNjhh; epdthFQ; nrhwpA khFk; 
   rptg;ghd ryk; tpOk; rlnkq; Fe;jhd; 
   tFj;jNjhh; kz;lyf;Fl; lj;jpd; nra;jp 
   khh;f;fnkyhk; ghh;j;J zh;e;JkUT tPNu.” 
¾ cly;> jiy vy;yhk; gr;ir epwkhfTk; uj;jk; Nghy; rptg;G epwkhfTk; 
,Uf;Fk;. 
¾ jiyapd; epwk; ntSj;J fhZk;. 
¾ jpdTk; nrhwpAk; cz;lhFk; 
¾ rpte;j epwj;jpy; ePh; frpAk; 
10. mgupr Fl;lk; 
‘kUtNk Njfnkyhk; kpfNt nehe;J 
 khrw;w uj;jnkyhk; kpff;f Wf;Fk; 
 nrUtNt rpe;ijnayh NehTz; lhFk; 
 Njfnkq;Fk; Jbglh NehTz; lhFk; 
 mUtNt thAkpQ;rp mjpf Nehthk; 
 mjph;e;JNt jidahFk; kpfePh; nfhl;ly; 
 gUtNt tPq;fpNa ntbg;Gz; lhFk; 
 gue;jmg hprf;Fl;l gz;G khNk.” 
¾ cly;typ kpf cz;lhFk;. 
¾ Fw;wkw;w uj;jk; fUik epwkilAk; 
¾ rpe;ij fyq;Fk; 
¾ thAthdJ kpFe;J cly; typf;Fk; 
¾ ePh; frpAk; 
¾ cly; tPq;fp ntbg;Gz;lhFk;. 
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11. tpru;r;rpf Fl;lk; 
  ‘ghprkha; thjgpj;jj; Jw;g tpj;Jg; 
   ghpe;J njhl;lhy; vz;izjid ntSg;G khFk; 
   tphprkha; jpdnthpg;G NtjidAkhFk; 
   kpfr; rptg;Gj; jz;bg;G; Njhy; cwg;G 
   khprkha; fhnyhpg;GQ; rypg;G khFk; 
   kfj;jhd ntl;fpg;G tapw;wprpg;G 
   Jhprkha;f; Nfhgpg;G RuRug;G 
   RWRWg;G tprh;r;rpff; Fl;lkhNk.” 
¾ ,J thjgpj;j Fw;wj;jhy; cz;lhFk; 
¾ njhl;lhy; vz;nza; Nghy; ,Uf;Fk;. 
¾ Njhy; ntSf;Fk;. 
¾ jpdT vhpr;ry; Ntjid ,Uf;Fk;. 
¾ Njhy; rpte;J fdj;J jbj;jpUf;Fk;. 
¾ fhypy; vhpr;rYk; kdr;rypg;Gk; ,Uf;Fk;. 
¾ tapw;wpy; ,rpT> Njhypy; nrhu nrhug;G ,Uf;Fk;. 
12. tpghjpf Fl;lk; 
  ‘fWg;ghfr; Nrj;Jkg;gpj; je;jd; dpy;jhy; 
   Jdpj;J clk;gpy; ntbj;J mq;FMw;wnthz;zh 
   mWg;ghf mz;lnthz;zhj; jzyhfp 
   mod;Wiffhy; fz;fhJ fz;le; jhDk; 
   ntWg;ghf ntbj;JNk tPq;fpg; Gz;zhk; 
   Nkdpnay;yhk; ew;ghk;G kpd;d yhFk; 
   fWg;ghfr; re;njy;yhk; gutp epw;Fk; 
   fhuzkhk; tpghjpff; Fl;l khNk.” 
¾ fg> gpj;j Fw;wq;fshy; Njhd;Wk;. 
¾ clypy; ntbg;G Vw;gLk; 
¾ Mw;wKbahj ntl;Lf; fhaj;ijg; Nghy; ,Uf;Fk;. 
¾ cly; jzy; Nghy; vhpAk;. 
¾ if> fhy;> fz;> fOj;J vy;yhk; tPq;fp ntbj;J Gz;zhFk;. 
¾ ey;y ghk;gpd; Njhiyg; Nghy; kpDkpDf;Fk;. 
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13. fpBg Fl;lk; 
  ‘fhuzkhk; rhPunkq;Fk; gr;ir ahFk; 
   fdj;JNk ahidj; Njhy; fJg;G khFk; 
   khuzkha; kfhjpdT nrhhpA khFk; 
   kfj;jhd %j;jpue;jhd; mbf;f bf;F 
   ehuzkha; ed;dPu jhFk; Nkdp 
   eyf;fkha; ehw;we;jhd; kpfTz; lhFk; 
   rPuzkha;r; rptg;gl;rp thj khFk; 
   nrle;jhDk; CJNk fpBgf; Fl;lk;.” 
¾ cly; gr;ir epwkhFk;. 
¾ NjhyhdJ fdj;J jbj;J ahidj; Njhy; Nghy; MFk;. 
¾ jhq;fKbahj jpdT nrhhp cz;lhFk;. 
¾ rpWePh; mbf;fb ,wq;Fk;. 
¾ vg;NghJk; cly; Nth;f;Fk; 
¾ ehw;wKz;lhFk;. 
¾ cly; CJk;. 
14. ru;kjy Fl;lk; 
  ‘fpBgkha; clk;Gtyp mjpf khFk; 
   fPw;whf ntbj;JNt jidA khFk; 
   jBgkha; jbg;ghfpr; nrk;ik ahFk; 
   jidj; njhl;lhy; Nehf;fkha;j; jpdntOg;Gk;. 
   tBgkha; kaf;NfhL mrjp fhZk; 
   khwhj Nehf;fhL kpfTz;lhFk; 
   jpBgkha; cjuj;jpy; typA khFk; 
   nrg;Gfpd;w rh;kjyf; Fl;l khNk.” 
¾ fpBg Fl;lj;jpd; FwpFzq;fNs ,jpy; fhZk; 
¾ cly;typ mjpfkhf ,Uf;Fk;. 
¾ fPw;Wg; Nghy; ntbj;J Ntjid cz;lhFk;. 
¾ cly; jbf;Fk; 
¾ njhl;lhy; jpdntLf;Fk;. 
¾ kaf;fKk; mrjpAk; cz;lhFk;. 
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¾ tapw;Wtyp Vw;gLk; 
¾ Nehapd; Ntfk; mjpfkhFk;. 
15. Njj;JU Fl;lk; 
  ‘rh;ke;jhd; rptg;ghf tl;l dpj;Jr; 
   ryitNghy; ntSj;JNk jpdTz; lhFk; 
   $h;ke;jhd; NuhfkJ kpfTz; lhFk; 
   kapnuy;yhk; RUz;LNk cUz;il ahFk; 
   fh;ke;jhd; gpj;jfgk; kpFjp ahFk; 
   fhae;jhd; fjpj;JNk jpkpUz; lhFk; 
   jh;ke;jhd; rlnky;yhk; Cj yhFk; 
   jhf;fhd Njj;JU Fl;le; jhNd.” 
¾ rptg;G epwj;jpy; tl;lq;fs; fhZk; 
¾ gpd; ntSf;Fk; 
¾ jpdTz;lhFk; 
¾ cly; KOtJk; guTk; 
¾ cNuhkq;fs; RUz;L cUz;ilahFk;. 
¾ clypy; gpj;j Fw;wKk; fgf; Fw;wKk; mjpfhpf;Fk;. 
¾ clypy; jpkpUz;lhFk;> CJk.; 
16. rpj;Jkh Fl;lk; 
  ‘jhf;fhd thjgpj;jj; Jw;g tpj;Jj; 
   jspuhd Riug;G+tpd; tz;zkhfp 
   thf;fhd tbtnky;yhe; jpkpUz; lhfp 
   tl;lzpj;Jg; gRkQ;rs; th;z khFk; 
   Njf;fhd jpkpNuhL nre;eP Uz;lha; 
   Njfnkq;Fk; mirf; nfhzhr;nrOik ahFk; 
   ePf;fhd epidNthL kwjp ahFk; 
   epytukhQ; rpj;Jkh Fl;le; jhNd.” 
¾ thj gpj;j Fw;wj;jhy; cz;lhFk;. 
¾ Njhypy; Riug; G+itg; Nghd;w epwkhw;wk; cz;lhFk;. 
¾ jpkpUz;lhFk;. 
¾ gpd; tl;lkha; gRkQ;rs; epwkhFk;. 
¾ uj;jk; frpAk;. 
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¾ epidthw;wy; FiwAk;. 
¾ mirf;fKbahf msT cly; fdj;J ,Uf;Fk;. 
17. rjhU Fl;lk; 
  ‘rpj;jhd jz;bg;gha; uj;j th;zk; 
   nrOk;gr;ir nts;isaha; rptg;G khFk; 
   vj;jhd vhpg;NghL jpdT khFk; 
   vspjhd Nrj;Jkth jj;Jw; gj;jp 
   gj;jhd fuLfl;b Gz;Z khFk; 
   ghk;Gj; Njhy; Nghy; jpiue;J gUj;J fhZk; 
   tpj;jhd %f;NfhL fhJ fd;dk; 
   kpfj; Jbg;ghQ; rjhU Fl;le; jhNd.” 
¾ uj;j tz;zj;NjhL nrOk;gr;ir> nts;is> rptg;G vd;Dk; gy 
epwq;fNshL fhZk;. 
¾ vhpr;rYk; jpdTk; ,Uf;Fk;. 
¾ fgthj Fw;wj;jhy; Njhd;Wk;. 
¾ Gw;W; Nghy; ,Uf;Fk;> fuLfl;Lk;. 
¾ Gz;zhFk;. 
¾ ghk;G Njhy; Nghy; jpiue;J gUj;J fhZk;. 
¾ %f;F> fhJ> fd;dk; kpfj; jbg;ghFk;. 
18. RNtj Fl;lk; 
  ‘jbg;ghfj; jtsepwk; Nghy; ntSj;Jr; 
   rh;thq;f Kk;ntSj;jhy; jhd;jpUk;Gk; 
   kbg;ghf kaph; ntSj;jhy; mrhj;a khFk; 
   thpcjL cs;sq;if Fjq; Fa;ae;jhd; 
   nebg;ghf neUg;Gg;gl; lJNghy; Gz;zha; 
   epwkpUe;jhy; mrhj;ankd;Nw ciuf;f yhFk; 
   ntbg;ghf Nkdpvy;yhk; ntSj;J tPq;fpy; 
   ntz;RNtj Fl;lnkd tpsk;g yhNk.” 
¾ cly; jbg;ghFk;. 
¾ jts epwk; Nghy; ntSf;Fk;. 
¾ cly; vy;yhk; ntSf;Fk;. 
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¾ Nuhkk; ntSj;Jtpl;lhy; jPUtJ mhpJ. 
¾ cjL> cs;sq;if> Fjk;> Fa;ak; Nghd;w ,lq;fspy; neUg;G gl;l 
tLNghy; fz;lhYk; jPUtJ mhpJ. 
¾ ,f;Fl;lj;jpy; cly; ntSj;J tPq;Fk;. 
jd;te;jpup itj;jpak; 
1. fghy Fl;lk;: 
‘Xl;bw; Gs;sp Fe;J ifNgh Yzh;r;rpad;wpr; ruruj;Jf; 
fhl;b nfhQ;rkha;r; rptg;Gq; fWg;gq; fhZkt;tsTe; 
 Njhl;L Nuhke;jhd; rpyph;f;Fe; Njhd;We; jpdT nfl;bajh   
 kPl;Lq; fghy Fl;l nkd tpak;G thj cw;gtNu.” 
¾ czu;r;rp FiwT 
¾ Njhy; RuRug;G 
¾ gilfs; rptg;Gk;, fWg;Gkhf fhzy; 
¾ kapu;f; $r;rk;, jpdT fhZk; 
¾ thjj;jpdhy; cz;lhFk;. 
2. rd;kPf Fl;lk;: 
‘tPr;rKk; kjNk nfhz;Nl Ntoj;jpd; rUkk; Nghd;W 
 khrW rhPunkq;Fk; te;jJ jbj;Jf; fhZk; 
 fhrW nghk;ky; tpkGq; fsgf; Fq;Fkg; igq;nfhq;if 
 NjRW khNd thj rpNyw;gd rd;kPf khNk.” 
¾ ahidj; Njhy; Nghd;W jbj;J fhzy; 
¾ thj, fg nfLjpahy; Njhd;Wk;. 
3. mTJk;gu Fl;lk;: 
‘NjhYld; kaph; rptg;gha;j; Jiz euk;g jpfkhfpr; 
 rPykhQ; rynkhpg;Gr; Nrh;e;jj;jpg; gok;Nghw; rpfg;gha; 
 Nfhykhk; GOTk; Gz;Zq; nfhbaNt jidaq; fhzpy; 
 thyNtrp tpopaha; gpj;jj; jhYJk; gujpjhNk.” 
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¾ Njhy;, kapu; ahTk; rptg;G epwkha; fhZk; 
¾ nre;epw nfhg;Gsq;fs; xd;W Nru;e;J ghu;g;gjw;F mj;jpg;gok; Nghd;W 
fhZk;. 
¾ euk;G jbj;J fhZk;. 
¾ kpF Ntjid, Gz;zpy;> GOTk; fhZk; 
¾ ,it gpj;j nfLjpapdhy; cz;lhfpwJ 
4. fpBg Fl;lk;: 
‘Fl;b kPd; rpyk;G Nghy; Thpj;Jhpe; Jzh;r;rpad;W 
 nfl;baha;r; ruruj;Jf; fpU\;z tz;zk; ngw;Wj; 
 njhl;bbw; jpdT Kz;lha;j; Jyq;fNt tpah;itapy;yh 
 tPl;bw; rpNyw;g rpj;jNky; tUk; fpBgkhFk;.” 
¾ kPd; nrjpy; Nghy; Njhy; cjpu;e;J, czu;r;rpaw;W fhzy; 
¾ Njhy; RuRug;G 
¾ njhl;lhy; jpdT cz;lhjy; 
¾ tpau;itapd;ik 
¾ fgk; kw;Wk; gpj;j nfLjpahy; Njhd;Wk; 
5. tpru;r;rpf Fl;lk;: 
‘rpuq;fJ ntbj;jhw; Nghy jpdT jhd; kpfTz;lha; 
 mUQ;rpW FUiz neha; ahprp Nghw; rhPunkq;Fk; 
 tUq; fUj;jpUf;Fk; tW jpushff; fhZk; 
 tpUk;gpa thj gpj;j Nky; tUk; tprh;r;rpahNk.” 
¾ rpW nfhg;Gsk; Njhd;wp jpdT kpf cz;lhjy; 
¾ rpW FUiz Nghy; ruPunkq;Fk; guty; 
¾ Njhy; fWj;jy; 
¾ thj, gpj;jf; Nfl;lhy; tUk; 
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6. rpFit Fl;lk;: 
‘nka;ru ruj;Jah;e;J kpDj; njhpj;Jj; jz;zPh; 
 igaNt nghrpe; JUk;G ehf;nfdg; gfh;e;J fhl;b 
 neha;a NtjidA Kz;lha; Eidj;jb fdj;Jjhfpw; 
 nra;aNjhh; thj gpj;jj; jjPrpa rpFit nad;Nd.” 
¾ Njhy; RuRuj;jy; 
¾ eh jbj;jy; 
¾ Njhy; tPq;fp ntbj;jy; 
¾ thjk;, gpj;jk; Nflile;jhy; tUk; 
 
7. kz;ly Fl;lk;: 
‘tl;lkha; tPUKz;L nghd;dpwj;jstha; tUkfd;W 
 nfl;baha; kpDkpDj;Jf; fpUkpAe; jpdT Kz;lha; 
 xl;bar; rptg;G nts;is cjpuK nks;s Tz;lh 
 al;lKq; fdj;jhy; kz;lyf;fpuq; fgj;jpd; $Nw.” 
¾ fgk; Nfliltjhy; tUk; 
¾ tl;l tl;lkha; nghd;dpwj;jpy; kpDkpDj;j gilfs; fhzy;. 
¾ fpUkpAk; jpdTk; cz;lhjy ; 
¾ nre;epw ePu;f;frpT fhzy;. 
8. jj;JU Fl;lk;: 
‘mUF Nghw; rhPunkq;Fk; mlh;e;J glh;e;J fhl;b 
 epwkJ fhahk;G+ Nghy; epj;jY Kah;e;J fhl;bj; 
 juKw tl;lkhfpj; jpdT jhd; Njhd;Wkhfpy; 
 kWKiw NghJk; Neha; jhd; jj;JU ntd;dhFkhNj.” 
¾ fhak; G+ epwk; Nghd;w gilfs; ruPunkq;Fk; mlu;e;J glu;e;J cau;e;J 
fhZk;. 
¾ jpdT cz;lhFk;. 
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9. tpw;Nghlf Fl;lk;:   
‘mq;f gq;fq;fshfg; gpope;jpL kq;fnky;yhk; 
 Jq;fNt jidAe; jPUk; Njhd;wpL kpit tpw;Nghlk; 
 gq;faK fiw ntd;Nw ahlth kUkk; gha;e;J 
 Fq;Fkg; G+Rq;; nfhq;if khNj.” 
¾ cly; KOJk; typ. 
¾ nfhg;Gsk; fhzy; 
10. rHkjy Fl;lk;: 
‘njhl;b nyhpf;Fq; Fj;Je; Jyq;fNt jidAKz;lhq; 
 fl;lJ rpte;jpUf;Fq; fUj;jpdpw; Fzq;fs; fz;lhy; 
 kl;ltpo; foyha; Njidg; ghfpid toiyr; nrhy;iyj; 
 jl;ba nkhopaha; rh;k jynkdr; rhw;wyhNk.” 
¾ njhl;lhy; vupAk;, Ntjid kpFk; 
¾ rpte;J fWj;J fhzy; 
¾ jpdTld; ,Uf;Fk; 
11. rpj;Jkh Fl;lk;: 
‘epwk; ngw kpDkpDj;Jj; Nja;e;jjpw; nghbAjphe;J 
 cWQ;rptg; Gz;lha; ehw;wk; ntWg;G Ul;irAz;lha; 
 epwq; fTs; fd;dk; khh;G epuk;g ehuj;jk; G+g;Nghy; 
 ngUq; FzkPJ fz;lhw; NgR rpj;Jikapnjd;Nw.” 
¾ Njhy; kpDkpDg;G 
¾ nrhwpe;jhy; Njhy; nrjpy; Nghy; cjpuy; 
¾ nre;epw Gz;Zz;lhfp ehw;wkbj;jy; 
¾ fd;dk;, khu;G Nghd;w ,lq;fspy; ehuj;jk; G+ Nghy; fhZk;. 
12. tpghjpf Fl;lk:; 
‘ifapdpw; fhypw; fz;L fdd;wJ fPw;Wf; fPw;wha; 
 nra;a NtjidAq; nfhQ;re; jpdTkha; rpte;J fhl;b 
 naa;jpag; gjfhpy; Nghpire;jpL kpJTkpd;wp 
 ikjpfo; fz;zpdhNs> tpghjpahk; ngaUkhNk.” 
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¾ if, fhypy; fPw;W> fPw;wha; (m) fz;L> fz;lha; fhzy; 
¾ kpF Ntjid, jpdT, Njhy; rpte;jpUj;jy; 
13. fhf ee;jp: 
‘fhf;fzk; goj;ijg; Nghy; fWj;J gpd; rptg;Gq;fhl;b 
 jhf;F Ntjid nahpg;Gr; rhh;e;jpLq; fhfee;jp.” 
¾ fhf;fzk; goj;ij Nghy; fWj;J gpd; rptg;G epwk; fhl;Lk;. 
¾ Ntjid, vupr;ry; fhZk;. 
14. ntz;Fl;lk;: 
‘kPf; nfhsj; NjhYNkYNkhw; Kfk; ntWf;Fkhfpy; 
 Nehf;fpay; khpf;FQ; nrhd;d Nehf;fp ntz;Fl;lk;.” 
¾ Njhypd; ,aw;if epwk; khwp ntSj;J fhZk; 
15.  ghk Fl;lk; 
16.  rjhU Fl;lk; 
17.  myr Fl;lk; 
18.  Gz;lhPf Fl;lk; 
,tw;wpd; FwpFzq;fs; A+fp itj;jpa rpe;jhkzpapy; $wpAs;sij Nghy; 
fhzg;gLfpwJ. 
rpwg;G kUj;Jtj;jpy; ntz;gilapd; Nehapd; FwpFzq;fs; 
1) thj ntz;gil 
2) gpj;j ntz;gil 
3) fg ntz;gil 
1) thj ntz;gil 
nrhunrhuj;J rpte;J nfhQ;rk; fUikr; rhaYld; ntSj;jpUf;Fk; 
2) gpj;j ntz;gil 
nre;jhkiu G+tpjo; Nghy; rpte;J ntSg;ghfpg; guTk;. 
mt;tplj;jpy; vupr;rYk;> kapu; cjpu;tJkha; ,Uf;Fk;. 
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3) fg ntz;gil 
Jk;ig kyu; Nghy; ntz;ikahf ntSj;J nfhQ;rk; jbj;J guTk;. 
guTk; ,lq;fspy; eikr;ry; cz;lhFk;. 
4) Nkf ntz;gil 
¾ nfhWf;F Neha; clypy; fye;J 4 Kjy; 6 khjq;fSf;F gpd; 
Njhd;Wk;. 
¾ ngUk;ghYk; fOj;jpd; gpd;Gwk; fhZk;. rpy Ntis Njhs; nghUj;J, 
KJfpd; Nkw;ghfk;, cuk; Mfpa ,lq;fspy; fhZk;. 
¾ gilfspd; Rw;W tuk;G kQ;rs; fye;j ku epwj;jpyhtJ, ,s ku 
epwkhfthtJ fhZk;. 
¾ 2-3 kp.kP tpl;l Kila mstpy; gilfs; fhZk;. 
¾ ngUk;ghYk; ngz;fSf;Nf mjpfk; fhZk; 
¾ gy khjk; my;yJ gy tUlq;fs; clypy; mg;gbNa ,Uf;Fk;. 
¾ nfhWf;F Neha;f;F kUj;Jtk; nra;a nkJthf FiwAk;. 
jPUk; jPuhjit 
A+fpKdp - 800y; 
 ‘Fl;le;jhd; gjpndl;by; rhj;jpae;jhd; 
  $wf; Nfs; tpw;Nghlf ghkh Fl;lk; 
  jpl;le;jhd; nfrrh;k Fl;lNkhL 
  fpUl;bz Fl;lk;TJk;gu Fl;le;jhDk; 
  jpl;lkhe; jj;jpUf; Fl;lNkhL 
  nra;rpj;Jkh Fl;lq; fpbg Fl;lk; 
  el;le;jhd; kpFe;j rjhU Fl;lk; 
  rhq;fpUl;z Fl;lk; rhj;jpakh nkd;Nd.” 
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jPUk; - 10      jPuhjit -  8 
1. tpw;Nghlf Fl;lk;     1. Gz;luPf Fl;lk; 
2. ghk Fl;lk;     2. fuz Fl;lk; 
3. f[ru;k Fl;lk;     3. rpFit Fl;lk; 
4. fpU\;z Fl;lk;             4. kz;ly Fl;lk; 
5. mTJk;gu Fl;lk;     5. mgupr Fl;lk; 
6. jj;JU Fl;lk;     6. tpru;r;rpf Fl;lk; 
7. rpj;Jkh Fl;lk;     7. tpghjpf Fl;lk; 
8. fpBg Fl;lk;      8. RNtj Fl;lk; 
9. rjhU Fl;lk; 
10. ru;kjy Fl;lk; 
Kf;Fw;w NtWghLfs; 
 kdpj clyhdJ 96 jj;Jtq;fis mbg;gilahf nfhz;Ls;sJ. mjpy; 
Kf;Fw;wq;fSk;> gQ;rg+jq;fSk; mlq;Fk;. rpj;j kUj;Jt Neha;ehly;> Neha; 
Kjdhly; jpul;L E}ypd; gb vy;yh Neha;fSk; Kf;Fw;wq;fspd;mbg;gilapy; 
tFf;fg;gLfpd;wd. rpj;j kUj;Jt Kiwg;gb Kf;Fw;wq;fshtd 
 1. thjk; 
 2. gpj;jk; 
 3. fgk;    
,k;%d;wpd; epiyfSk; thj> gpj;j> fg ehbfshf mwpag;gLfpd;wd. ,it 
1:½ : ¼ vd;w tpfpjj;jpy; cs;sd. ,k;%d;W Fw;wq;fSk; jk; jk; ,aw;if 
jd;ikapypUe;J NtWgLk; NghJ Neha; cz;lhfpd;wd. 
thjk; thOkplq;fspy; NjhYk; Kf;fpakhdjhFk;. vdNt> 
‘thjkyhJ Nkdp nflhJ” 
thjFw;wk; Nfliltjdhy; Nkdp (Njhy;) ghjpg;gilfpwJ. thjf;Fw;wk; 
Nfliltij njhlh;e;J kw;w Fw;wq;fSk;> clw;jhJf;fSk; ghjpg;gilfpd;wJ. 
Njhypy; tho;e;J nfhz;L NjhYf;F xspia nfhLf;Fk; gpuhrf gpj;jk; 
ghjpf;fg;gLtjhy; Njhypy; epwf;FiwT cz;lhfpwJ. 
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‘kz;zpaNrj;Jk kPwpy; khfhak; ntSf;Fk; tw;Wk;;;;> 
gz;zpNa md;dQ; nry;yh gUtpf;fypUky; rj;jp> 
cz;zpa %h;r;ir <fh a+rpePh; tOtOj;J 
fz;zpNa tpyhTk; neQ;Rk ;fLg;Gld; NehFk; ghNu.” 
        - mfj;jpah; 
fg ehb kPwp fhzg;gbd; cly; ntSf;Fk;.  
thjk; FiwFzq;fspy;> Ia tsh;r;rpahy; Vw;gLk; gpzpfs; cz;lhFk;. Ia 
tsh;r;rp gpzpfspy;> cly; ntz;zpwk; miljYk; xd;whFk;. NkYk; gpj;jj;jpd; 
Fiw Fzq;fspy; epw FiwT Vw;gLfpwJ. vdNt ntz;gil Nehapy; thjKk;> 
gpj;jKk; Fiwe;J fgk; mjpfhpf;fpwJ. 
fgj;jpd; ,aw;if gz;Gfspd; xd;W ntg;gj;ij nghWj;J nfhs;Sjy;> rpy 
ntz;gil Nehahsh;fSf;F #hpa ntg;gj;jpdhy; ghjpf;fg;gl;l ,lj;jpy; vhpr;ry; 
cz;lhfpwJ. vdNt ntz;gil Nehapy; fg Fw;wk; mjpfk; ghjpg;gilfpwJ. 
 clw;jhJf;fspy; rhuk;> nre;ePh; ghjpg;gilfpwJ. rhuk; ghjpg;giltjhy; 
clw;Nrhh;Tk;> kdNrhh;Tk;> nre;ePh; Fiwtjhy; cly; epwk; Fiwjy;; cz;lhfpwJ. 
rpy rkak; NehahdJ Cd;> nfhOg;G> ,tw;iw ghjpj;jhy; ghh;itf;F mUtUg;Gk;> 
tpfhukhd Md epwq;fSk;> Njhypy; tPf;fKk;> ntbg;Gk; cz;lhFk; vd a+fp 
$Wfpwhh;. 
Kf;Fw;wq;fSf;Fk;> gQ;rg+jq;fSk; cs;s njhlh;G  
thjk;  - tsp  +  tpz; 
gpj;jk;  - jP 
fgk;  - gpUjptp +  mg;G 
epyq;fSf;Fk;> Kf;Fw;wj;jpw;fhd njhlh;G  
FwpQ;rp - rpNyj;Jk Neha; cz;lhFk; 
Ky;iy - gpj;j Neha; cz;lhFk; 
nea;jy; - thj Neha; cz;lhFk; 
kUjk; - vt;tpj Neha;fSk; cz;lhfhJ 
ghiy - ePbj;J tho;tJ NahfpfshapUg;gpDk; mhpjhFk;. 
kUj epythrNk ey;yJ  
 
33
Rit> gQ;rg+jk;> Kf;Fw;wk; ,tw;wpw;fhd njhlh;G 
vd; Rit gQ;rg+jk; Kf;Fw;wk; 
1 ,dpg;G 
(Sweet) 
gpUjptp   + mg;G fgk;   ↑ 
thjk; ↓ ( − )   
gpj;jk ;↓ ( − )   
2 Gspg;G 
(Sour) 
gpUjptp   + NjA fgk;    ↓ 
gpj;jk; ↑ 
thjk; ↓ ( − )   
3 cg;G 
(Salt) 
mg;G + NjA fgk;   ↑ 
gpj;jk; ↑ 
thjk; ↓ ( − )   
4 ifg;G 
(Bitter) 
thA + Mfhak; thjk; ↑ 
fgk;   ↓ ( − )   
gpj;jk; ↓ ( − )   
5 
 
fhh;g;G 
(Pungent) 
thA + NjA thjk; ↑ 
gpj;jk; ↑ 
fgk;   ↓ ( − ) 
6. Jth;g;G 
(Astringent) 
gpUjptp + thA thjk; ↑ 
fgk;    ↓ ( − ) 
gpj;jk;  ↓ ( − ) 
 
 ↑ - tsh;r;rp> ↓ - ( − )  - rkg;gLjy; 
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Rit> Kf;Fw;wk;> gUtfhyk; ,tw;wpw;fhd njhlh;G 
vz; fhyk; Fw;wk; Fw;wq;fspd; epiy Rit 
1. fhh;fhyk; 
(Mtzp -  Gul;lhrp) 
(Mf];L 16 - mf;Nlhgh 15;) 
thjk; ↑ ↑ 
gpj;jk; 
Ntw;Wepiy tsh;r;rp 
jd;dpiy tsh;r;rp 
,dpg;G 
Gspg;G 
cg;G 
2. $jph;fhyk; 
(Ig;grp - fhh;j;jpif) 
(mf;Nlhgh; 16 - brk;gh; 15) 
 thjk; (−) 
gpj;jk; ↑ ↑ 
jd;dpiy tsh;r;rp 
Ntw;Wepiy tsh;r;rp 
,dpg;G 
ifg;G 
Jth;g;G 
3. Kd;gdpfhyk; 
(khh;fop - ij) 
(brk;gh; 16 - gpg;uthp15) 
gpj;jk; (−) jd;dpiy tsh;r;rp ,dpg;G 
Gspg;G 
cg;G 
4. gpd;gdpfhyk; 
(khrp - gq;Fdp) 
(gpg;uthp 16 - Vg;uy; 15) 
fgk; ↑ jd;dpiy tsh;r;rp ,dpg;G 
Gspg;G 
Jth;g;G 
5. ,sNtdpw;fhyk; 
(rpj;jpiu - itfhrp) 
(Vg;uy; 16 - [{d; 15) 
fgk; ↑ ↑ Ntw;Wepiy tsh;r;rp ifg;G 
fhh;g;G 
Jth;g;G 
6. KJNtdpw;fhyk; 
(Mdp - Mb) 
([{d;16 - Mf];l; 15) 
thjk; ↑ 
fgk; (−) 
jd;dpiy tsh;r;rp 
jd;dpiy tsh;r;rp 
,dpg;G 
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caph;; jhJf;fs; 
thjj;jpd; tiffs; 
1. gpuhzd; 
 %r;R tpLjYk;> thq;FjYk; nra;Ak; 
2. mghdd; 
 kyryj;ij fPo; Nehf;fp js;Sk; 
3. tpahdd; 
NjhypypUe;J 72Mapuk; ehb euk;G uj;jf; Foha;fspYk; nrd;W> 
,t;TlypYs;s mirAk; nghUs;> mirahg; nghUs; vd;Dk; ,uz;bYkpUe;J 
cWg;Gfis ePl;lTk; klf;fTk; nra;Ak;. ghprq;fisAkwpAk;.  
4. cjhdd; 
 the;jpia vor;nra;Ak; 
5. rkhdd; 
 kw;w thAf;fis kpQ;r nthl;lhky; nra;Ak;. 
6. ehfd; 
vy;yhf; fiyfisAk; fw;Fk;gb mwpit vOg;Gk;> fz;fis ,ikf;Fk;gb 
nra;Ak;. 
7. $Hkd; 
 nfhl;lhtp tplg;gz;Zk;> thia %lg;gz;Zk;> ,ikfisf; 
nfhl;Ltpf;Fk;> fz;fSf;F nghUl;fis fhz;gpf;Fk;. 
8. fpUfud; 
ehtpw; frpT> ehrpf; frpT> kpf;f grp> Jk;ky;> ,Uky; Mfpatw;iw 
cz;lhf;Fk;. 
9. Njtjj;jd; 
Nrhk;gy;;> rz;il nfhs;sy;> jHf;fk; nra;jy;> kpf;f Nfhgk; Mfpatw;iw 
cz;lhf;Fk;. 
10. jdQ;nrad; 
clk;G KOikAk; tPq;fg;gz;Zk;> ,we;Jtpbd; fhw;nwy;yhk; ntspg;gl;l 
gpd;dH %d;whtJ ehspy; jiy ntbj;j gpd; ntspr; nry;Yk;. 
ntz; gil Nehapy; tpahdd;> rkhdd;> Mfpait ghjpg;gile;Js;sJ. 
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gpj;jj;jpd; tiffs; 
1. mdw;gpj;jk; 
 cz;l czit nrhpf;Fk; gbr; nra;Ak;. 
2. ,uQ;rf gpj;jk; 
cztpypUe;J gphpe;Jz;lhd rhuj;jpw;F nre;epwj;ijf; nfhLf;Fk;. 
3. rhjf gpj;jk; 
 tpUg;gkhd njhopy; nra;J Kbf;Fk; 
4. gpuhrf gpj;jk; 
 NjhYf;F epwk; kw;Wk; xspiaf; nfhLf;Fk; 
5. MNyhrf gpj;jk; 
 fz;fSf;F nghUl;fis njhptpf;Fk; 
ntz;gil Nehapy; gpuhrf gpj;jk; ghjpg;gilAk;.   
fgj;jpd; tiffs;  
1. mtyk;gfk; 
 4 tif fgq;fl;Fk; gw;Wf;NfhlhapUf;Fk; 
2. fpNyjfk; 
cz;zg;gl;l czTg; nghUs; ePH Kjypaitfis <ug;gLj;jp nkj;njdr; 
nra;Ak; 
3. Nghjfk; 
 cz;Zfpd;w Ritfis mwptpf;Fk; 
4. jw;gfk; 
 fz;fSf;F FspHr;rpia jUk; 
5. re;jpfk; 
G+l;Lfspy; epd;W ,aw;ifaha; vy;yhf; fPy;fisAk; xd;Nwhnlhd;W 
nghUj;jp jsur; nra;Ak;.  
ntz;gil Nehapy; fpNyjfk;> mtyk;gfk; ghjpg;gilAk;. 
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clw; jhJf;fs; 
1. rhuk; 
 cliyAk; kdj;ijAk; Cf;fKwr; nra;Ak; 
2. nre;ePH 
mwpT> td;ik> xsp> nrUf;F> xyp ,itfis epiyf;fr; nra;Ak;. 
3. Cz; 
clypd; cUtj;ij mjd; njhopw;fpzq;f mikj;J tsHf;Fk;. 
4. nfhOg;G 
cWg;GfSf;F nea;g;Gg; girA+l;b fbdkpd;wp ,aq;fr; nra;Ak;. 
5. vYk;G 
nkd;ikahd cWg;Gfis ghJfhj;jy;> cly; mirtpw;F mbg;gilaha; 
,Uj;jy;. 
6. %is 
vd;Gf;Fs; epiwe;J mitfSf;F td;ikAk; nkd;ikAk; jUk;. 
7. Rf;fpyk;/RNuhzpjk; 
 fUTw;gj;jpf;F JizGhpAk;. 
ntz; gil Nehapy; rhuk;> nre;ePH> ghjpg;gilAk;. 
clw;jhJf;fSf;Fk>; caph; jhJf;fSf;Fk; cs;s njhlh;G 
 thjk; - vd;G 
 gpj;jk; - ,uj;jk; 
 fgk; - ,urk;> khkprk;> nfhOg;G> %is> Rf;fpyk;. 
gpzpawpKiwik 
 1. nghwpahywpjy; 
 2. Gydhywpjy; 
3. tpdhjy;  
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NkYk; gpzpia mwpAk; top vz;tiffshf gphpf;fg;gLfpd;wd. mit 
 “ehbg;ghprk; ehepwk; nkhoptpop 
  kyk; %j;jpukpit kUj;JtuhAjk;” vd;gjhYk;  
 “nka;f;Fwp epwe;njhdp tpopehtpUkyk; iff;Fwp”  
vd;gjhYk; mwpayhk;. 
        (Njiuah;) 
vz; tif NjHTfs; 
eh 
 epwk;> Ruf;Fk; vr;rpy;> thapy; tUk; Nfhioapd; epwk;> Ngr;rpd; jd;ik 
Mfpatw;iw ghpNrhjpf;fTk;.  
  ntz;gil Nehapy; eh ntSj;J fhzy;. 
epwk; 
  clypd; Kf;Fw;w epw khWghl;il ghpNrhjpf;fTk;.  
  ntz;gil Nehapy; Njhypy; ntz;zpw gil fhzy;. 
nkhop 
  Ngr;R xyp> jd;ikia ghpNrhjpf;fTk;.   
  ntz;gil Nehapy; kpjkhd xyp fhzy;. 
tpop 
  epwk;> xsp> rhWk;gPis> topAk; ePiu ghpNrhjpf;fTk;.   
  ntz;gil Nehapy; fz; ,ik ePf;fp ghh;f;Fk; NghJ ntSj;J fhzy;. 
kyk; 
  epwk;> jd;ikia ghpNrhjpf;fTk;. 
  ntz;gil Nehapy; kyr;rpf;fy; fhzy;. 
%j;jpuk; 
  epwk;> kzk;> vil> Eiu> vQ;ry;> ePh;f;Fwp> nea;Fwpia ghpNrhjpf;fTk;. 
  ntz;gil Nehapy; muntd ePz;lJ (m) Kj;njhj;J epd;wJ. 
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ehb 
  Kf;Fw;w epiyia ghpNrhjpf;fTk;. 
  ntz;gil Nehapy; thj gpj;jk;> gpj;j thjk;> gpj;j fgk; fhzy;. 
];ghprk; 
  ntg;gk; (m) Fsph;r;rpia ghpNrhjpf;fTk;. 
  ntz;gil Nehapy; khw;wkpy;iy. 
cly; td;ik. 
 1. ,aw;if td;ik   -   ,aw;ifapNyNa cz;lhtJ.  
 2. fhy td;ik  -   tajhYk;> ngUk; nghOjhYk; cz;lhtJ. 
 3. nraw;if td;ik  -   czT> gof;ftof;fq;fshy;  cz;lhtJ. 
,aw;if td;ik. nraw;if td;ikAk; ghjpf;fg;gl;Ls;sJ. 
Neha; fzpg;G tpthjk; 
ntSg;Gly;  
 gpwf;Fk; NghNj cly; KOtJk; epwkpfsw;W ntSg;ghf fhZk;. 
epwkpfSld; $ba tuk;G fpilahJ. kaph;fSk; ntSj;J fhzg;gLk;. 
jP Gz;zpd; jOk;G 
 jP Gz;zpw;fhd tuyhW ,Uf;Fk; mt;tplj;jpy; jOk;G jpR fhzg;gLk;. 
Njky; 
 tuk;G fl;b Njhy; epwk; khw;wkilAk;. nrhwpAk; NghJ jtpL Nghd;w J}s; 
tUk;. 
njhO Neha; 
 Njhy; epwk; khwy;> mjpy; czh;tpd;ik> GUtGwg;gFjpapy; kaph; cjph;jy;> 
fd;drij jbj;J> njhq;fp Kfk; rpq;fk; Nghy; fhzy;> 3k;> 4k; tpuy;fs; klq;fp 
Nghjy; 
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Neha; ePf;fk; (Line of Teatment) 
fhg;G (Prevention) 
 “jd;tpid Gwtpid jhopDk; kpfpDk; 
 cliyg; gpzpf;F Kz;ikapJ jhNk” 
czT kw;Wk; nray;fspy; kpFjp my;yJ Fiwtpd; fhuzkhf clypy; 
Neha; cz;lhfpwJ. vdNt cztpy; mDrhpf;f Ntz;ba tpjpfshf jpUts;Sth; 
$Wgit. 
“kUe;njd Ntz;lhthk; ahf;iff; 
fUe;jpajw;wJ Nghw;wpAz;zpd;” 
cz;l czT ed;F nrhpkhdk; Mdij mwpe;j gpd; kPz;Lk; czT 
cl;nfhs;spd; clYf;F kUe;njd;gJ Ntz;lhkhk;. 
“jPasTtd;wpj; njhpahd; nghpJz;zpd; 
Nehahstpd;wpg;gLk;” 
grp jP Fiwe;J nrhpg;Gj; jd;ik ,oe;j fhyj;jpYk;> Kd;G cz;lJ Nghy; 
nghpJ cz;zpd; Neha; ngUFk;. 
“khWghby;yhj cz;b kWj;Jz;zp 
D}Wghby;iyAaph;f;F” 
tsp> moy;> Iak; Mfpa Kf;Fw;wq;fSf;Fk; khWghby;yhjgb czT 
nghUl;fis cz;z Neha; cz;lhfhJ. 
ePf;fk; (Treatment) 
gpzp ePf;fk; miltjpy;  kUj;Jtd;> gpzpahsd; mDrhpf;f Ntz;ba tpjpfs; 
 gw;W Neha; jPuntd;why; jUkk; Ntz;Lk; 
ghq;fhd Fzk; Ntz;Lk; tzf;fk; Ntz;Lk; 
rpj;jpukha; mTljq;fs; nra;a Ntz;Lk; 
nra;kUe;J Rj;jp Ntz;Lk; gj;jpak; Ntz;Lk; 
Kj;jpngWk; itj;jpad;Nky; fpUig Ntz;Lk; 
Kd;Ndhh;fs; E}y; KiwNghy; elf;f Ntz;Lk; 
Gj;jpAldpg;gbNa ele;j Ngh;f;Fg; 
gpzp jPUnkd;W kdk; nghUe;jp nrhy;Ny 
¾ rjf ehb 
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jh;kk;> ew;Fzk;> ey;xOf;fk;> tzf;fk;> ew;gof;fk;> FUgf;jp> nja;tgf;jp> 
Kjypad gz;bjDf;Fk;> gpzpahsDf;Fk; ,aw;ifahfNt ,Uf;f Ntz;Lk;. 
gz;bjd; gz;ila rpj;jh; E}y;fis ed;F Muha;e;J fw;W> ed;F KbT ngw;w 
kUe;Jfisj; jahhpj;J mtw;iw gad;gLj;j Ntz;Lk;. gpzpahsd; tapj;jpad; 
Nky; fpUig itj;Jk;> kUe;Jfisr; rhpahf Vw;Wk;> gj;jpak; rhpahff; fhj;Jk;> 
gz;bjdJ fl;lisg;gb ele;J nfhs;s Ntz;Lk;. 
gpzp ePf;fk; miltjpy; kUj;Jtd; nra;a Ntz;ba flik 
 “Neha; ehb Neha; KjdhbaJ jzpf;Fk;> 
 tha;ehb tha;g;gr;nray;” 
gpzpf;fg;gl;l Fw;wk;> mjw;F fhuzk;> mjid jzpg;gjw;F top 
Mfpatw;iw kUj;Jtd; mwpe;J kUj;Jtk; nra;a Ntz;Lk; 
 “cw;whdsTk; gpzpasTq;fhyKq; 
 fw;whd; fUjpr; nray;” 
Nehapd; msitAk; (jPUk;> jPuhnjd)> Nehapd; fhy msitAk; mwpe;J 
jFe;j kUj;Jtk; GhptJ mtrpak;. 
 “cw;wtd; jPh;g;ghd; kUe;Jior;nry;thndd; 
 wg;gdhw; $w;Nw kUe;J” 
Neha; cw;wtd;> kUj;Jtd;> kUe;J nra;gtd;> kUe;ij nrYj;JNthd; 
,e;ehy;tUk; xUkdNjhL $b xj;Jiog;gpd; Neha; jPUk;. 
¾ jpUts;Sth; 
gpzp ePf;fk; miltjpy; flTspd; fUiz 
 “fw;wFUthf;Fq; fhjypj;j thflKk; 
 gw;Wf;Nfhnyd;Nwghpfhuk; - Kw;w 
 mtd; nghWg;gy;yh nyhd;W khtjpy;iynad;Nw 
 ,tDzuf; fPh;j;jp ,q;F” 
¾ fz;Zrhkpak; 
khztd; FUtplKk;> itj;jpa E}y;fsplKk; fw;witfis vz;zp jhd; 
vd;w mfk;ghtj;ij xopj;J vy;yhk; rptd; nrayhy; jd;dhy; xd;Wk; ,y;iy 
vd;W vz;zp kUj;Jtk; Ghpa Ntz;Lk;. 
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kUj;Jt topKiw: 
 ‘thjkyhJ Nkdp nflhJ”. 
vdNt Nflile;j thjj;ij jd;dpiy gLj;j tpNurdk; nra;aTk;. 
Vnddpy;  
 ‘tpNurdj;jhy; thjk; jhOk;” ,jw;F 
¾ KUf;fd; tpj;J khj;jpiu - 1 - 2 khj;jpiu ntWk; tapw;wpy; 
¾ g+u vz;nza; - 15 kp.yp Rf;F FbePhpy; ntWk; tapw;wpy;  
cs;kUe;J 
¾ fhh;Nghfhprp #uzk;-1 fpuhk; %d;W Ntis Njdpy; czTf;F gpd; 
ntspkUe;J 
¾ fz;lq;fj;jphp goj; ijyk; - ntsp gpuNahfk;. 
gj;jpak; 
mz;lk; RUq;fpy; mjw;Nfh uoptpy;iy 
gpz;lk; RUq;fpy; gpuhzd; epiyngWk; 
cz;b RUq;fpy; cghak; gy cs 
¾ jpU%yh; 
¾ mirt czit jtpHf;f Ntz;Lk; 
¾ fug;ghd; gz;lq;fis jtpHf;f Ntz;Lk; 
¾ cztpy; Gspg;ig Fiwf;f Ntz;Lk; 
¾ Nehahspf;F Nahfhrd gapw;rp mspg;gjd; %yk; kd cisr;riy 
jLf;fyhk; 
¾ Fspg;gjw;F rTf;fhuj;jpw;F gjpyhf eYq;Fkhit gad;gLj;jyhk;. 
¾ clYf;F xt;thj nghUl;fis tpyf;f Ntz;Lk;. 
epiwT (Restoration) 
cly;epiy> kdepiy> #o;epiy kw;Wk; nghUshjhu epiyfspy; jpUg;jp 
miltNj epiwT MFk;. 
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rpwg;G kUj;Jtk; 
 ntz;gil NehahspfSf;F gpuhzhahkk;> Nahfk;> Mrdk; nra;a Neha; 
tpiutpy; FzkhtJld;> Neha; tuhky; jLf;fTk;. 
gpuhzhahkk; 
 ‘tspapid thq;fp taj;jpy; mlf;fpy; 
 gspq;nfhj;Jf; fhak; gUf;fpDk; gpQ;rhk;”  
¾ jpUke;jpuk; 
‘fiyehY Nghfpwij vl;bw; NrU 
fglkw;w Njfklh fz;L ghNu” 
¾ fhf GRz;lh; 
fha fw;g Kiwfspy; xd;whd gpuhzhahkj;ij Kiwg;gb nra;a 3 
jpq;fspy; ehbfs; Rj;jkhFk;. 
Nahfk; 
 Nahfk; vd;gJ Ik;nghwp Gyd;fshy; kdk; rpjwpg;Nghfh tz;zk; mij 
xUikg;gLj;jp> Nghpd;gnkhd;iwNa kdjpy; vz;zp mfj;njhopd; khj;jpiuahy;> 
Mfk tpjpg;gb xOFtJ. 
 ‘,ak epakNk vz;zpyh Mjdk; 
 eaKW gpuhzh ahkk;gpuj; jpahfhuQ; 
 rakpF jhuiz jpahdQ; rkhjp 
 maKWk; ml;lhq;f khtJ khNk” 
¾ jkpo; %thapur; nra;As; 
,akk;  - jPjfw;wy; 
epakk;  - ed;dhw;wy; 
Mjdk;  - ,Uf;if 
gpuzhahkk;  - tspepiy (m) caph;g;G 
gpuj;jpahfhuk; - njhif epiy 
jhuiz  - nghiw epiy 
jpahdk;  - epidg;G 
rkhjp  - nehrpg;G 
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Mrdk; (POSTURE) 
 xU Fwpg;gpl;l epiyapy; Fwpg;gpl;l Neuj;jpw;F cliy epiyepWj;jp 
itj;jpUg;gJ Mrdk; vdg;gLk;. 
 rpy Mrdq;fs; Fwpg;gpl;l rpy Neha;fis Fzkhf;Fk;. 
¾ gj;khrdKk;>  
¾ rHthq;fhrdKk;  
¾ rthrdKk; Njhy; Neha;fs; tuhky; jLf;Fk;. 
gj;khrdk;: 
 jhkiu Nghd;W ,Uj;jypd; ,J gJkhrdk; vdg;gl;lJ. rkjsj;jpy; 
rk;kzkpl;L cl;fhHe;J tyJ ghjj;ij ,lJ njhil kPJk;> ,lJ ghjj;ij 
tyj;njhil kPJk; Vw;wp ,uz;L iffisAk; NfhHj;J kyHe;jpUf;FkhW ,Uj;jy;.  
gad;fs;: 
¾ nrhpkhd rf;jpAz;lhFk;. 
¾ cly;eyKk;> kdkfpo;r;rpAk; Vw;gLj;Jk; 
¾ Kf;Fw;wq;fSk; jd;dpiyg;gLk;. 
nrhpkhd NfhshWfs; cz;lhd ntz;gil Neha;f;F gj;khrdk; 
gad;gLk;. 
rHtq;fhrdk;: 
 ky;yhe;J gLj;J> fhy;fis nkJthf xl;bagbNa NkNy J}f;fpg; gpd; 
Gl;lghfj;ijAk; ,Lg;G ghfj;ijAk; NkNy J}f;fpf; iffshy; KJFg;Gwj;jpy; 
jhq;fp epw;wy; ( ehb neQ;nrd;ig njhl;Lf; nfhz;bapUf;f Ntz;Lk - Chin with 
sternum). 
gad;fs;: 
¾ eiu> jpiu> %g;ig khw;wp ,sikAz;lhf;Fk;. 
¾ clypd; vy;yh cWg;GfSk; gyg;gLk;. 
¾ tPjd Nfhs (Thyroid) Nfl;lhy; cz;lhFk; ntz;gil Neha;fs; jPUk;. 
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rthrdk; 
 nra;gthpd; cly; rtj;jpid xj;j epiyapy; ,Ug;gjhy; ,J rthrdk; 
vd;Wk;> cly;> cs;sk;> mikjp miltjhy; rhe;jp Mrdk; vd;Wk; $Wth;.  
ky;yhe;J gLj;J> ,U fhy;fisAk; rpwpJ mfl;bAk;> ,uz;L iffisAk; 
clNyhL xl;lhky; rpwpJ tpyf;fpAk; itj;J fz;fis %bf; nfhs;sTk;. clypd; 
,Wf;fj;ij jsh;j;jTk;. kdij ehgpapy; itf;fTk;. 5 epkplk; Kjy; 35 epkplk; 
tiu nra;ayhk;. 
gad;fs; 
¾ cly; kw;Wk; kdk; Xa;T ngWfpwJ. 
Emotional Stress and Strain ,tw;why; tUk; ntz;gil Nehapy; rthrdk; 
gad;gLk;. 
fd;k ePf;fk;: 
 ‘italh nrt;te;jp KshpjhDk; 
  thfhd fpzWfSk; rhiy Nrhiy 
 nra;alh jd;idg; Ngh YUj;jh ndhd;W 
  nja;tjy kjpy; itj;Jr; rhj;jhH G+ir 
 nra;alh rptG+ir tpNrlNthkQ; 
  nrfe;jdpNy kz;lye;jhd; NtjpaUf;fhd;dQ; 
 nra;alh nea;tpsf;Nfh uhapue;jhd; 
  nrakhfr; nra;jplNt eprkhjNk” 
¾ mfj;jpaH fd;k fhz;lk; - ghly; 78 
gpzpaZfh tpjp 
 ‘jpz;z kpuz;Ls;Ns rpf;f tlf;fhkw; 
 ngz;zpd;gh nyhd;iwg; ngUf;fhky; - cz;Zq;fhy; 
 ePH RUf;fp NkhHngUf;fp nea;Auf;fp Az;gtHjk; 
 NgUiuf;fpw; NghNk gpzp. 
¾ gjhHj;j Fz rpe;jhkzp 
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 ‘ghYz;Nghk;;;;;;;;;; ; vz;nza;ngwpd; nte;ePhpw; Fspg;Nghk; 
gfw;GzNuhk;; gfw;WapNyhk;: ghNahjuK %j;j 
VyQ;NrH FoypaNuh bntsapYk; tpUk;Nghk;; 
,uz;llf;Nfhk;; xd;iwtpNlhk;; ,lJifapw; gLg;Nghk; ; 
%yQ;NrH fwp EfNuhk;; %j;jjapH cz;Nghk;; 
Kjdhspw; rikj;jfwp aKnjdpD kUe;Njhk;; 
Qhye;jhd; te;jpbDk; grpj;njhopa Tz;Nzhk;; 
ekdhHf;fpq; NfJfit ehkpUf;F kple;Nj.” 
‘cz;gjpU nghOnjhopa %d;WnghO Jz;Nzhk;; 
cwq;Ftjp uhnthopag; gfYwf;fQ; nra;Nahk;; 
ngz;flikj; jpq;fSf;NfhH fhyd;wp kUNthk;; 
ngUe;jhf nkLj;jpbDk; ngaHj;J ePuUe;Njhk;; 
kz;guT fpoq;Ffspw; fUizad;wpg; GrpNahk; ; 
thioapsk; gpQ;nrhopaf; fdpaUe;jy; nra;Nahk;; 
ez;Gngw Tz;lgpd;G FWeilAq; nfhs;Nthk; ; 
ekdhHf;fpq; NfJfit ehkpUf;F kplj;Nj.” 
 ‘MWjpq;fl; nfhUjlit tkdkUe; japy;Nthk;; 
mlHehd;F kjpf;nfhUfhw; NgjpAiw EfHNthk;; 
NjWkjp nahd;wiuf;NfhH juerpak; ngWNthk;; 
     jpq;fsiuf; fpuz;LjuQ; rtutpUg; GWNthk;; 
 tPWrJH; ehl;nfhUfhy; nea;KOf;ifj; jtpNuhk; ; 
 tpopfSf;F mQ;rd%d;W ehl;nfhUfh ypLNthk;; 
 ehWfe;jk; Gl;gkpit eLeprpapd; KfNuhk; ; 
 ekdhHf;fpq; NfJfit ehkpUf;F kplj;Nj.” 
‘gfj;njhOf;F khjurq; fue;Jilg;g kpitj;J}l; 
glneUq;Nfhk; ; jPgike;jH kuepoypy; trpNahk;; 
Rfg;GzHr;rp ardgr dj;jUzQ; nra;Nahk;; 
JQ;rYz tpUkyQ;ir NahfkOf; fhil 
tFg;ngLf;fpw; rpe;Jfr kpitkhiy tpUk;Nghk;; 
tw;rye;nja; tk;gpJHrw; FUittpl khl;Nlhk; ; 
err;ryK Kisr;ryKe; njwpf;Fkpl kZNfhk;; 
ekdhHf;fpq; NfJfit ehkpUf;F kplj;Nj.” 
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THE SKIN 
 Covering of the surface of the body and sheltering it from injurious 
influences in the environment is the skin. 
It protects the deeper tissues from injury, from drying and from 
invasion by foreign bodies, it contains the peripheral endings of many of the 
sensory nerves. It plays important part in the regulation of the body 
temperature and also has limited excretory and absorbing powers. It consists 
principally, a layer of dense connective tissue, named the dermis, [corium 
cutis vera] and an external covering of epithelium termed the epidermis or 
cuticle. 
On the surface of the former layer are sensitive and vascular papillae, 
with in or beneath it are certain organs with special functions, namely the 
sudoriferous and sebaceous glands and the hair follicles. 
Development: 
 The epidermis and its appendages [hairs, nails, sebaceous and sweat 
glands] are developed from ectoderm, the corium or true skin is of 
mesodermal origin. 
Structure: 
Epidermis: The epidermis, cuticle or scar skin is nonvascular, 
consists of stratified epithelium, and is accurately molded over the papillary 
layer of the dermis.  It varies in thickness, in different parts of the body.  In 
some situations, as in the palms of the hands and soles of the feet, it is thick, 
hard, and horny in texture.  The more superficial layer of cells, called the 
horny layer.  [Stratum Corneum] may be separated by maceration from a 
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deeper stratum, which is called stratum mucosum and which consists of 
several layers of differently shaped cells. 
 The stratified squamous epithelium of the epidermis is composed of 
several layers named according to various properties such as shape of cells, 
texture, composition and position. 
Beginning with the deepest, they are, 
a) Stratum basale. 
b) Stratum spinosum. 
c) Stratum granulosum. 
d) Stratum lucidum. 
e) Stratum corneum. 
a)  Stratum basale: the deepest layer, is composed of columnar or 
cylindrical cells, giving it an alternate name Stratum Cylindricum.  
The cells of this layer undergo division by mitosis, supplying new 
cells to make up for the continual loss of surface layers from abrasion.  
This layer has been named Stratum Germinativum. 
b)  Stratum spinosum: is composed of several layer of polygonal cells, 
the number depending upon the area of the body from which the skin 
is taken.  As a result of the slight shrinkage caused by technical 
procedures, these cells in ordinary histologic preparations appear to 
have cytoploasmic bridges connecting them with their neighbours. 
c)  The stratum granulosum:  is composed of 2 or 3 rows of flat cells 
that lie parallel with the surface.  They contain numerous large 
granules that stain deeply with hemotoxylin.  They are composed of 
keratohyalin, a substance that apparently is transformed into keratin in 
more superficial layers. 
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d)  The stratum lucidum: appears to be a homogenous translucent band, 
much thinner than the strata on either side of it.  The cells contain 
droplets of eleidin and their nuclei and cell boundaries are not visible. 
e)   The stratum corneum: is composed of squamous plates of scales 
fused together to make the outer horny layer. These plates are the 
remains of the cells and contain a fibrous protein, keratin. The most 
superficial layer sloughs off or desquamates.  The thickness of this 
layer is correlated with the trauma to which as area is subjected, being 
very thick on the palms and soles but thin over protected areas. 
PIGMENTATION: 
The pigment [melanin] consists of small dark brown or black granules 
closely packed together with in the cells, but not involving the nucleus. 
The black colour of the skin in the Negro and the tawny colour among 
some of the white races are due to the presence of pigment in the cells of the 
epidermis.  This pigment is especially distinct in the cells of the stratum 
basale and is similar to that found in the cells of the pigmented layer of the 
retina. 
Melanin : 
Melanin - Dervied from the greek word melas, meaning black. 
Melanin is an endogenous non haemoglobin derived brown or black 
pigment formed when the enzyme tyrosinase catalyses the oxidation of 
tyrosine to dihydroxy phenylalanine (DOPA) in melanocytes. 
 
50
Distribution : 
It is widely distributed in the body but peculiarity enough it is limited 
only to those structures which have got an exodermal origin, for skin, hair, 
choroid coat of retina and substantia nigra of the brain. It is formed from 
tyrosine by oxidative metabolism and polymarization.  
Pigmentation of the Skin : 
The colour of the skin may be brown or even black according to the 
amount of pigment present. 
Even in white races most parts of the skin contain brown pigment 
granules in the deepest layers of the germinative zone of the epidermis, dark 
races they are more abundant and extend through out the whole zone (Grays 
Anatomy page -1344). 
Functions : 
The function of melanin in the choroid coat is mainly to convert the 
eye ball into a perfect dark chamber. Since nervous tissue is derived from 
ectoderm, the melanin in the substantia nigra may represent the vestigial 
remnants of the melanin forming properties. 
Melanin is the great protector of the skin against the actinic rays of the 
sun. 
Melanin Formation : 
The synthesis of melanin occurs in melanosomes present in 
melanocytes, the pigment producing cells. Tyrosine is the precursor for 
melanin and only one enzyme, namely tyrosinase (a copper containing 
oxygenase) is involved in its formation. 
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Tyrosinase 
2+
O2 
H2O 
3, 4-Dihydroxyphenylalanine (DOPA) 
Tyrosinase 
2+
O2 
H2O 
Dopaquinone 
Cysteine Non -enzymatic 
Leucodopachrome Cysteine
5, 6-Dihydroxyindole Melanin polymers  
RED 
Tyrosinase 
2+
O2 
H2O 
Indole 5,6-quinone Melanochrome
Melanin polymers 
BLOCK 
 
 
 
 
 
 
 
 
 
 
 
 
 
¾ Bio Chemistry : U. Satyanarayana, U. Chakrapani 
 
The skin colour of the individual is determined by the relative 
concentration of black and red melanine. This, in turn, is dependent on many 
factors, both genetic and environmental. These include the activity of 
tyrosinase, the density of melanocytes, availability of tyrosine etc. 
The main purpose of the epidermis is protection. As the surface is 
worn away, new cells are supplied and thus the true skin, the vessels, and 
nerves that it contains are defended against damage. 
Tyrosine 
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DERMIS: 
 The dermis, corium, cutis vera or true skin is tough, flexible, and 
elastic.  Its thickness varies in different parts of the body.  Thus it is very 
thick in the palms of the hands and soles of the feet.  In the eyelids, scrotum 
and penis, it is thin. 
 The dermis consists of felted connective tissue, with a varying amount 
of elastic fibers and numerous blood vessels, lymphatics and nerves.  The 
connective tissue is arranged in two layers, a deeper or reticular layer and a 
superficial or papillary layer. 
Aetiology and Pathogenesis of skin diseases: 
 There are many causes for the development of various skin diseases, 
sometimes these causes may be related to unconditioned stimuli. In all 
individuals evokes a definite reaction of the skin and is a local response of 
the whole organism to the damaging effects of the stimulus. Examples of 
such stimuli are concentrated acid and alkaline solution, which produce 
chemical burns, large doses of radiant energy, eg. x-rays, which cause 
specific skin lesions, the action of high temperatures on a limited skin area 
(thermal burns) or the effects of low temperatures (frostbite) etc.  In most 
cases, however a combination of several factors inducing the pathological 
process is necessary for a skin disease to develop. 
¾ Gray’s Anatomy 
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VITILIGO 
 The name ‘vitiligo’ is derived from the latin word skin eruption, 
Victim meaning a blemish (spoil the beauty of) happens to be a synonym for 
it.  
 White skin is the literal meaning of leucoderma, being derived from 
the greek words, leucas and dermis.  Leucas means white and dermis means 
skin. 
Definition: 
 Vitiligo is a disorder of the skin especially due to loss of pigment 
without any disturbances and textural alterations. 
History: 
Vitiligo is known to the medical word from time immemorial. It is 
mentioned in tarikh-e-tibb-e-Iran. (Persian History of Medicine) vol.I by  
Dr. Mohmood najmabadi, that the disease vitiligo was known in the period 
of Aushorryans in 2200 B.C. The description of vitiligo is also found in 
Athervanaveda which was written in 1400 B.C.  The following authors and 
physicians have mentioned this disease in their works. 
 First in 1914, Danial Turner, dermatologist, described this skin 
disorder.  In 1868 addision defined this as a non-infiltrated one. 
Epidemiology: 
 Vitiligo is an acquired depigmentary condition, which though 
worldwide in distribution is most common in India, Egypt, and other tropical 
countries.  In India most common in Gujarat and Rajasthan. It is a source of 
great social embarrassment to dark-skinned people.  It affects all age groups 
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with no predilection to either sex.  Many cases starts at the ages of five, 
fifteen and at menopause. 
Aetiology : 
Melanocytes in areas of depigmented skin are destroyed and the cause is 
unknown Anti- melanocytic anti- bodies directed against intra cellular 
components of melanocytes have been shown. The presence of organ specific 
auto immune disease occurs in about 10% of patients. Such conditions are 
more common in their families than in a normal population. Auto immune 
thyroid disease is one of a group of organ specific auto immune diseases that 
include pernicious anaemia, Addisions disease and hypo para-thyroidism. 
A neurogenic defect has been postulated for the rare dermatomal 
pattern of vitiligo which affects principally the limbs. 
Genetic predisposition is an important, its influence varies from 10 to 
35%.  
It is also regarded to develop through eczema scar or prick by 
injection needle, injury by burn or from other accidents, by friction of foot, 
wearing tight clothes.  It has also been observed in persons who have 
suffered serious illness due to typhoid, jaundice, liver disease, diabetes, 
worms, constipation and diarrhoea. 
Important known causative factors are : 
¾ Nutritional - defects in copper, proteins and vitamins in diet, 
digestive upsets like amoebiasis, helminthes, chronic diarrhoea, 
dysentry etc.,  
¾ Endocrines -Association with thyrotoxicosis and diabetes. 
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¾ Trophoneurosis and autonomic imbalance - emotional stress and 
strain. 
¾ Infections and toxic products, Enteric fever ill health, focal 
sepsis.  
¾ Drugs and chemicals - like quinones, guano furacin, amylphenol, 
chlorthiazide broad spectrum antibiotics and chenoguin. 
Industrial chemicals and dyes, contaminating water and foods 
may be guess work at this stage but may prove to be the ultimate 
causes. 
Chemicals are known to inhibit melanogenisis, enzymatic actions and 
several chain biochemical reactions. They can also cause interferance with 
nutrition of the tissues. 
Allergy History: 
¾ Occupation 
¾ Irritant cosmetic things allergy.  ex Rubber slipper, gloves etc. 
Monobenzyl ether of hydroquinone – present in the slipper, 
gloves or other articles of rubber irritate the skin and produce 
depigmentating disorder. 
¾ Diet 
Vinegar, cooking soda and food enriched with alcohol must be 
avoided. These items may promote bleaching of skin pigment. 
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The role of copper in skin pigmentation can be well understood in 
terms of necessity copper for tyrosinase activity. Loss of 
pigments has been reported in acute zinc deficiency. Also 
reported in vitiligenous skin, zinc and copper contents are 
decreased. 
¾ Using soaps and detergents also promote bleaching the skin. 
¾ Venpadai is also commonly seen on the flanks of ladies pressure 
is presumed leading to depigmentation. 
¾ Loss of melanin pigment from the skin often occurs, following 
wound healing scar formation leading to depigmentation.  
¾ Pathological basis of disease p-1274. 
Hereditary Factors: 
Hereditary disorders are caused by defective genes which are 
transmitted from one generation to the other. Depending upon the mode of 
inheritance of the same disease in other members of the family. The clinical 
manifestation as a rule, appear early in life, but these may be delayed if the 
patient can effectively compensate the defect. Since it is not yet possible to 
correct the abnormalities of the gene, there is no curative treatment for these 
disease. 
The colour of skin and hair is controlled by large number of genes. 
About 150 genes have identified in mice.Heredity is one of the factors 
supposed to be related with venpadai to some extent. Familiar incidence has 
been reported in 7.5 to 21% in India and 33 to 40% in western countries. 
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Emotional factors 
 It is every day knowledge and observation that emotional factors 
affect the skin as shown by the blushing of embarrassment, the paler of fear 
and depending on the subject and his emotional state. Experiments have 
demonstrated that emotional states can affect the following. 
¾ Which are direct relevance in the aetiology of certain skin 
disorders.  
¾ Control of vascularity of the skin. 
¾ Control of sebaceous gland secretion.  
¾ Control of sweat. 
¾ Influencing the degree of oxidation. Influencing the tendency of 
pruritis. 
¾ This is due of the causative factor of this disease, venpadai from 
the following basic facts. It is generally considered to be a tropho 
neurosis. Psychic factors are known to be responsible for the 
precipitation and aggravation of the disease. 
Psychology of Vitiligo patients : 
A few basic facts regarding the disease as follows, are known to be 
responsible for the precipitation and aggravation of this disorder.  
¾ The disease venpadai attaches a social stigma.  
¾ Inferiority complex immediately following the start of disease, 
the patient thinks himself inferior to those with whom he was at 
par or excelled for so long.   Naturally, at the beginning the 
individual tries to hide the patches of lesion and when fails in 
this effort, the individual often fights shy of friends and 
relatives as far as possible. 
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¾ Idea of reference whenever they sees persons talking at a 
distance, they thinks  it is definitely about them and their  
disease, which is not generally fact. 
¾ Depression when they feel disease is incurable and they 
becomes gradually depressed and it may even lead to suicide. 
¾ Psychosis : As the patient tries to fight shy of the surrounding 
environment,  they  may gradually feel more and more lonely 
and withdrawn, ultimately plunging into a psychic state.  Such a 
patient may have dilution of suspicion / doubt that his or her 
spouse is indulging in adultery, thus bringing in material 
disharmony.  
¾ Anxiety: As the disease spreads it may give rise to a state of 
acute anxiety and insomnia, mixed with depression.  
¾ Aggression (or) Sublimation : He / she may either develop a 
disbelief in God and mankind and become aggressive in his 
interpersonal behaviour or he / she may give way to sublimation 
and resort to leading a religious life as a possible escape from 
his / her own reality.  
Gross anatomical changes in vitiligo: 
 Vitiligo represents an acquired patchy loss of pigments of the skin.  
There are no gross changes seen except irregularly demarcated depigmented 
patches of varying size, usually surrounded by hyper pigmented skin.  These 
are seen distributed symmetrically or asymmetrically at various parts of the 
body.    
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Histopathological Changes In Vitiligo: 
 Marked histological changes do not occur in cases of vitiligo.  All the 
layers of the epidermis and dermis, appear normal except a few changes 
which can be seen after special stains.  
 In the affected area the basal cells and the keratinzing cells of the 
other layers of epidermis do not contain melanin pigment granules in them.  
The contrast can be seen at a junction of the normal and vitiligenous areas of 
the skin, specially by silver staining of DOPA reaction.  The pigment cells, 
the melanocytes are not seen in the affected area but they are present in the 
adjacent normal skin.  At the border of the patches of vitiligo the 
melanocytes often appear large and posses long dendritic process filled with 
melanin granules.  Electron microscopic studies confirm the absence of 
melanocytes in areas of long standing vitiligo. 
 There are collections of mononuclear cells at dermo epidermal 
junction at the border between vitiligenous and normal skin.These cells are 
predominately small lymphocytes.In the long standing cases where the skin 
has become thick and scaly varying amount of keratosis is seen.  
Pathology: 
 Chemically melanin pigment is a group of chromo proteins with 
coloured prosthetic groups, which is derived from the precursor tyrosine in 
the following way. Tyrosine, Tyrosinase, Dihydroxy phenylalanine (DOPA) 
Melanogenase Melanin (Dopa oxidase)  
Melanin + Protein = Melano protein 
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In the skin, the pigment is produced by the melanocytes from their 
precursors melanoblasts. The melanoblasts are supposed to be derived from 
the cells of neuro ectodermal origin during the embryonic life. After birth, 
these cells migrate to their definetive position.  The melanocytes appear as 
clear cells within the basal cell layer of the epidermis and show dendritic 
processes after special staining. These processes come in contact to similar 
process of other melanocytes and epithelial cells through which the melanin 
pigments are donated to the basal cells of epidermis.   The dermis of normal 
skin also shows macrophages containing melanin pigments known as 
melanophores, which are incapable to produce the melanin pigments. 
Both the melanocytes and melanoblasts contain the enzyme 
melanogenase or Dopa oxidase, and they are able to convert dihydroxy 
phyenylalanine into melanin, and such cells are called DOPA positive. A 
defect in enzyme tyrosinase is held responsible for vitiligo. According to 
some,  
¾ Melatonin (N acetyl 5 methoxy serotonin) 
It is a hormone, derived from Tryptophan metabolism, secreted by the 
pineal gland and peripheral nerve endings and is controlled by light. 
Melatonin inhibits the production of melanocyte stimulating hormone and 
tyrosinase. 
¾ Vit C from diet 
Metabolic pathway of tyrosine a metabolic error happens due to the 
presence of vit C (Ascorbic acid). Secretion of MSH, is inhibited by 
epinephrine, nor epinephrine, hydrocotisone and cortisone. 
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hydroxylase 
O2 
H2O 
Aromatic amino acid 
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O2 
HO2 
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Dehydroascorbate 
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β-hydroxylase
Norepinephrine 
Epinephrine 
 
 
 
 
 
 
 
 
 
  
 
 
 
 
 
 
¾ Bio Chemistry : U. Satyanarayana, U. Chakrapani 
 
Clinical Features : 
¾ In this condition patches of skin lose their pigment and become 
perfectly white, though no other changes take place in them and 
particularly there is no scaling.  
¾ Vitiligo may occur in either sex and at any age.  
¾ The white patches may appear on any part of the skin but 
commonest on the face and neck, hands and wrist, lower 
abdomen and thighs and may be precipitated by trauma.  
¾ They may be of any size or shape and are usually though not 
always, roughly symmetrical. 
Tyrosine 
DOPA 
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¾ They slowly increase in size until large areas of the skin are 
completely decolorised. 
¾ The onset is slow and the course insidious. It may continue to 
increase slowly or come to a halt, and then increase again.  
¾ When vitiligo occurs on a hairy area such as eyebrows or pubis 
the hair on the white patch may become white also.  
¾ Vitiligo is most noticeable in the summer when the normal skin 
is tanned by the sun. The white areas having no protection 
pigment are easily made red and sore by exposure to sun or 
artificial ultraviolet light. 
¾ At times lesions develop along the distribution of a peripheral 
nerve, zosterform vitiligo. It is interesting sometimes to see a 
bunch of hair burning in that area of skin. 
¾ Vitiligo sometimes disappears spontaneously after months or 
years more usually the conditions spreads slowly and may 
involve nearly the whole of the skin. 
¾ Vitiligo develops around pigmented moles - Halo naevus. 
¾ Haemoglobin content of the blood is low and sometimes 
intestinal parasites and infections can be detected. Patients 
complain of easy fatiguabitity. 
Stage of Clinical feature 
Vitiligo Active (V1) i) New lesions developing. 
ii) Lesions increasing in size. 
     iii) Border ill defined. 
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Quiescent / Stable (V2) i) No new lesions developing. 
    ii) Lesion stationary in size. 
          iii) Border hyperpigmented and well-defined. 
Improving (V2)  i) Lesions decreasing in size. 
ii) No new lesions developing. 
iii) Border defined and signs of spontaneous 
     repigmentation (follicular and peripheral) 
Zosteriformis/Segmental i) Unilateral distribution of lesions, preferably 
   along the course of nerves.  
Besides typing the stage of disease, it is useful to decide the variety 
(Acral, Vulgaris, Zosteriform). Severity (Localised or extensive) and acuity 
(insiduous or galloping) of Vitiligo. 
Diagnosis : 
¾ The distribution, the age of onset and the hyperpigmented 
border will suggest the diagnosis. 
¾ It is usually apparent.  In doubtful and early case, Wood's lamp 
is great help in diagnosis. 
¾ The lesions are present at birth, are usually confined to the head 
and trunk and rarely show a hyperpigmented border. 
¾ Careful examination of the texture of the depigmented skin 
should exclude lichen sclerosis and scleroderma. 
¾ Post-inflammatory leucoderma, which is frequent in the darker 
races, shows an irregular mottling of hyper pigmented and 
hypopigmented blotches. 
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¾ Hypomelanosis of the affected skin is commonly seen in 
pityriasis alba, producing slightly scaly areas with rather ill 
defined edges on children's faces. 
¾ Hypopigmented slightly scaly macules are seen in pityriasis 
versicolor.  
¾ Vitiligo areas are milky white while others lack this milky white 
coloration. 
¾ Stationary patches are well-defined and have hyperpigmented 
borders. 
¾ Sensations are normal, so is texture unless the patches have been 
irritated with treatment. 
¾ Absence of scaling, crusting and itching help to eliminate 
seborrhoeids and pityriasis versicolor. 
¾ These areas often fluorescence a golden yellow when examined 
under a Wood's lamp. The hypomelanotic macules in leprosy 
are anaesthetic. 
¾ Leucodermoid is a term coined to describe Leucoderma-like 
lesions at an early stage when the features are not definite and 
observation is necessary to come to a conclusion.   
¾ Examination of the skin in long wave UVR helps distinguish 
whether there is total depigmentation (as in Vitiligo) or not. It 
may also detect areas of depigmentation not easily seen in 
ordinary daylight, as well as detecting a lemon-yellow 
fluorescence seen in some cases of pityriasis versicolor. 
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Prognosis : 
It has improved considerably in recent years because of better 
understanding of etiological factors and advances made in therapy.  In the 
extensive trial undertaken by the author, it was found that the progress of the 
disease could be mild relief 50% of cases and it could be cured in about 30 - 
70 percent of selected cases. 
Cause of localised Hypopigmentation : 
Vitiligo 
Destruction of melanocytes; common; acquired, 
multiple sharply defined nonpigmented patches 
Pityriasis versicolor 
Superficial fungal infection leading to disturbance in 
pigment production common multiple pale scaling 
patches on trunk. 
Pityriasis alba Mild patchy eczema of the face in children causing a 
disturbance in pigment production. 
Leprosy (Hansen 
disease) 
One or several paler macules on trunk or limbs that 
are hypoaesthetic. 
White macules of 
tuberous sclerosis 
Uncommon development of anomaly affecting CNS 
connective tissue and skin; several "maple leaf 
shaped hypopigmented macules. 
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Differencial Diagnosis of the important Depigmentary Disorders: 
Distinguish 
Features Albinism 
Naevus 
Depigmentosus Vitiligo Leprosy Pityriasis 
Age 
Congenital 
present at 
Birth 
Congenital 
present at birth 
Acquired 
and age Any age Any age 
Distribution Complete (or) partial  Unilateral  Any area Any area 
Trunk, Neck 
and face 
Course Stationary 
Does not 
increasing in size 
or changing shape
Progressive Progressive 
Progressive 
worse in 
monsoon 
and summer 
Hyper 
pigmentary 
Border 
Nil Nil Present  Inflammation  Nil 
Heredo 
familial Hereditary Not hereditary May be Nil Nil 
Otherfeature 
Hair and 
eye may be 
affected 
Nil Nil 
Anesthesia 
thickned 
nerves, nasal, 
bleeding slit 
smear and 
biopsy 
Furfurace 
ous like 
dandrufy 
scaling in 
head 
macules and 
large patches 
fungus on 
micro scopic 
examination 
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Management: 
At the very outlet, the patient and the relatives should be assured about 
its non-infectious and non-hereditary nature; further that it has no 
relationship to leprosy what so ever. This gives immense moral strength to 
the patient. 
Patient should be instructed to avoid physical trauma, as for as possible, 
broad-spectrum antibiotics should not be prescribed for intercurrent illness 
to vitiligo patients. 
Control of etiological factor:  
The patients nutritional state is improved as far as possible, this 
Vitamin-B of particular importance when the vitiligo is active progressively 
increasing.  Multivitamins by mouth and injection of crude liver extract with 
vitamin B complex are beneficial. 
Diet: 
Cheese, buttermilk, almonds, figs, germinating grams (which are 
tyrosinase) and bael fruits (syrup, squash or preserved) are added benefit 
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MATERIALS AND METHODS 
 The clinical trial on Venpadai was carried out with the out patients and 
in patients departments of post graduate sirappu maruthuvam at Govt. 
Siddha Medical College, Palayamkottai. 
 Twenty five case with clinical signs and symptoms of venpadai of 
both sex of all different ages were related and studied under the guidance of 
the professor and lectures of post graduate department, sirappu maruthuvam. 
 Out of 60 cases were treated among them 25 cases were admitted for 
this study from both sexes of various age groups and 35 cases were treated as 
out patient ward on the basis of clinical symptom were indicated in siddha 
text. 
 The patients for clinical trials were thoroughly enquired and examined 
according to siddha methodology as per the following proforma.  
¾ Name, age, sex, occupation were enquired and noted. 
¾ Since diet is a major cause dietary habits were noted. 
¾ Family history, past history also were noted. 
¾ Personal history, allergic history, particulars of lesions were 
also noted. 
¾ In all the cases, the following routine laboratory investigation 
were noted in G.S.M.C. Palayamottai. 
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Blood 
1. Total W.B.C. count 
2. Differential count 
3. Haemoglobin  
4. Blood Sugar 
5. Blood Urea 
6. Serum Cholesterol 
Urine 
1. Albumin 
2. Sugar 
3. Deposit 
Motion 
1. Ova 
2. Cyst 
3. Occult blood 
Selection of drug and its administration: 
 Selection of drug was made after deep study of various siddha 
literatures and finally the drug was selected from Gunapadam mooligai 
vaguppu and siddha maruthuvam (pothu) 
The patients were treated with 
1. Karpokarisi Chooranam   - 1gm tds with honey after food 
2. Kandangkattari Pazha thylam - (external application) 
At the time of discharge all the patients were advised to attend the out 
patient department for follow up study. 
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Bio - Chemical analysis of the trial drugs was carried out in the 
department of bio - chemistry, G.S.M.C. Palayamkottai. The details are 
given in annexure. 
Pharmacological analysis of trial drug was carried out in the 
department of pharmacology, G.S.M.C., Palayamkottai. The details are 
given in annexure. 
Case proforma: 
The symptoms and signs of venpadai, history of present and past 
illness, personal history nutritional history family history menstural history, 
habits, laboratory investigations and management were systematically 
recorded in a proforma. 
 
71
RESULTS AND OBSERVATIONS 
Results were observed with respect to the following criteria: 
 Sex reference 
 Age reference 
 Religious 
 Aetiology 
 Socio-economic status of the patients 
 Diet reference 
 Family history reference 
 Distribution of thinai 
 Seasonal reference 
 Reference to mukkuttram 
  a. Vatham 
  b. Pitham 
  c. Kabam 
 Ezhu Udalkattugal 
 Envagai thervugal 
 Neerkuri, neikuri reference 
 Particulars of in patients 
 Investigation before and after treatment. 
 Site of lesion 
 Results after treatment. 
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Table 1 
SEX REFERENCE 
S. No. Sex No. of Cases Percentage 
1. 
2. 
Male 
Female 
Total 
9 
11 
20 
45 
55 
100 
 
 Out of total 20 patients, who were admitted in the hospital for the trial, 
9 were males (45%) and 11 were females (55%) 
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Table 2 
AGE REFERENCE 
S.No. Age No. of cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
8. 
0-10 
11-20 
21-30 
31-40 
41-50 
51-60 
61-70 
71-80 
- 
- 
2 
1 
2 
8 
6 
1 
- 
- 
10 
5 
10 
40 
30 
5 
Out of 20 patients 
Two belong to 21-30 years of age group (10%) 
One belong to 31-40 years of age group (5%) 
Two belongs to 41-50 years of age group (10%) 
Eight belong to 51-60 years of age group (40%) 
Six belong to 61-70 years of age group (30%) 
One belong to 71-80 years of age group (5%) 
0
5
10
15
20
25
30
35
40
0‐10 11‐20 21‐30 31‐40 41‐50 51‐60 61‐70 71‐80
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Table 3 
RELIGION REFERENCE 
S.No Religion No. of cases Percentage 
1. 
2. 
3. 
Hindu 
Muslim 
Christian 
15 
3 
2 
75 
15 
10 
 
 
 
 
15%
10%
75%
Hindu Muslim Christian
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Table 4 
AETIOLOGY 
S.No. Aetiology No. of cases Percentage 
1. 
2. 
3. 
4. 
5. 
Nutritional deficiency 
Emotional stress and strain 
Chronic irritant 
Hereditary 
Drug 
12 
6 
1 
1 
- 
60 
30 
5 
5 
- 
 
 Out of 20 cases 12 cases due to Nutritional deficiency (60%), 6 cases 
due to Emotional stress and stain (30%), 1 cases due to chronic irritant (5%), 
1 case due to Hereditary (5%) were affected. 
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Table 5 
SOCIO - ECONOMIC STATUS OF PATIENTS 
 
S.No. Economic Status No. of cases Percentage 
1. 
2. 
Poor 
Middle 
15 
5 
75 
25 
 
 Out of 20 patients, 15 were surviving in poor socio-economic status 
(75%) and remaining 5 belongs to middle class family (25%). 
 
 
 
 
 
75%
25%
P oor Middle
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Table 6 
DIET REFERENCE 
 
S.No. Food Habit No. of cases Percentage 
1. 
2. 
Vegetarian 
Mixed diet 
1 
19 
5 
95 
 
 Out of 20 patients, one vegetarian (5%) and nineteen were mixed diet 
intaker (95%) 
 
 
 
 
95%
5%
Veg etarian Mixed  diet  
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Table 7 
FAMILY HISTORY REFERENCE 
S.No Family History No. of cases Percentage 
1. 
2. 
Positive 
Negative 
1 
19 
5 
95 
 
 Out of 20 patients, one patient has positive family history (5%) and 19 
patients have negative family history (95%) 
 
 
95%
5%
Positive Negative
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Table 8 
THINAI REFERENCE 
S.No. Thinai No. of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
Kurinji 
Mullai 
Marutham 
Neithal 
Palai 
- 
- 
17 
3 
- 
- 
- 
85 
15 
- 
 
 Out of 20 patients, 17 patients from marutham (85%) and three from 
Neithal (15%) 
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Table 9 
SEASONAL REFERENCE 
 
S.No. Paruvakaalam Months No. of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
Kaar 
Koothir 
Munpani 
Pinpani 
Elavenil 
Muthuvenil 
Avani-  Puratasi 
Aypasi- Karthigai 
Margali- Thai 
Masi- Panguni 
Chithirai- Vaigasi 
Aani- Aadi 
5 
3 
- 
- 
4 
8 
25 
15 
- 
- 
20 
40 
 
 Out of 20 patients 5 in Kaar kalam (25%), 3 in Koothir kalam (15%) 4 
in Elavenil kalam (20%) and 8 in Muthuvenil kalam (40%).  
25%
15%
40%
20%
Kaar Koothir Elavenil Muthuvenil
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Table 10 
VATHAM REFERENCE 
S.No. Classification of Vatham No. of cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
8. 
9. 
10. 
Piranan 
Abanan 
Viyanan 
Udhanan 
Samanan 
Nagan 
Koorman 
Kirukaran 
Thevathathan 
Dhananjeyan 
- 
4 
20 
- 
20 
- 
8 
- 
- 
- 
- 
20 
100 
- 
100 
- 
40 
- 
- 
- 
 
 In Dasa Vayu, Abanan was affected in four patients (20%), Viyanan in 
20 patients (100%), Samanan in 20 patients (100%), Koorman in eight 
patients (40%). 
Table 11 
PITHAM REFERENCE 
S.No. Classification of pitham No. of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
Analaga pitham 
Ranjaga Pitham 
Sathaga pitham 
Allosaga pitham 
Prasaga pitham 
12 
15 
- 
8 
20 
60% 
75% 
- 
40% 
100% 
 
In pitham prasagam were affected in 20 patients (100%), Analaga 
pitham were affected in 12 patients (60%) and Ranjaga pitham were affected 
in 15 patients (75%) Allosaga pitham was affected in 8 patients (40%). 
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Table 12 
KABAM REFERENCE 
S.No. Classification of Kabam No. of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
Avalambagam 
Kletham 
Pothagam 
Tharpagam 
Santhigam 
12 
12 
- 
- 
- 
60 
60 
- 
- 
- 
 
In Kabam, kletham and Avalambagam were affected in 12 patients 
(60%), Pothagam, Tharpagam, Santhigam was not affected.   
 
 
 
Table 13 
UDAL KATTUGAL REFERENCE 
S.No. Udal Kattugal No. of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
Saaram 
Senneer 
Oon 
Kozhupu 
Enbu 
Moolai 
Sukilam/ Suronitham 
20 
20 
- 
- 
- 
- 
- 
100 
100 
- 
- 
- 
- 
- 
 
All 20 patients were affected saaram and senneer udal kattugal 
(100%). Other udal kattugal were not affected. 
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Table 14 
ENVAGAI THERVUGAL 
S.No. Envagai Thervugal No. of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
8. 
Naadi 
Sparisam 
Naa 
Niram 
Mozhi 
Vizhi 
Malam 
Moothiram 
20 
- 
6 
20 
- 
8 
4 
- 
100 
- 
30 
100 
- 
40 
20 
- 
 
 Naadi and niram were affected all of the 20 in-patients (100%), Naa 
were affected in 6 patients (30%), vizhi were affected in 8 patients (40%), 
Malam were affected in 4 patients (20%). 
 
 
 
Table 15 
NEERKURI AND NEIKURI REFERENCE 
S.No. Type of test No. of Cases Percentage 
 
1. 
 
2. 
Neerkuri 
Vaikol niram 
Neikuri 
1.  Spreading like snake 
2.  Spreading like ring 
3. Standing like a pearl 
 
 
20 
 
4 
- 
16 
 
 
100 
 
20 
- 
80 
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Table 16 
SITE OF LESION 
S.No. Site of lesion No. of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
8. 
Face 
Neck and shoulder 
Thoracic region 
Upper Limbs 
Lower Limbs 
Both upper and Lower limb 
Abdomen 
Multi – Centric 
6 
3 
4 
8 
14 
6 
2 
3 
30 
15 
20 
40 
70 
30 
10 
15 
 
 
 
 
 
Table 17 
RESULTS AFTER TREATMENT 
S.No Results No. of Cases Percentage 
1. 
2. 
3. 
Good relief 
Moderate relief 
Mild relief 
9 
6 
5 
45 
30 
25 
 
Out of 20 patients, 9 patients got good relief, 6 patients got moderate 
relief, 5 patients got mild relief. 
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45%
30%
25%
0
5
10
15
20
25
30
35
40
45
Good relief Moderate relief Mild relief
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DISCUSSION 
 Venpadai is one of the eighteen types of kuttam described by saint 
yugi muni resembles in its clinical features that of “vitiligo” in modern 
medicine. In siddha literature, it is an acquired depigmented condition of the 
skin characterised by the appearance of the milky white patches on the skin 
are described as the main clinical feature, these coincide with vitiligo. 
 Anatomy and physiology of skin and aetiology, clinical features are 
discussed in many siddha literatures.  Author collected these largely from, 
yugi vaidhya chinthamani, siddha maruthuvam sirappu, thanvanthri 
vaidhyam, pothu maruthuvam and aruvai maruthuvam. 
 20 cases were selected for treatement according to the clinical features 
mentioned in siddha maruthuvam sirappu, siddha methods of diagnosis was 
carried out.  During the course of treatment the patient subjected to the 
following routine investigation. 
1) In blood TC, DC, ESR and Hemoglobin percentage, blood urea, 
serum cholesterol, VDRL. 
2) In urine, albumin, sugar and deposit. 
3) In stools ova, cyst. 
 Size and shape of the lesion, colour of the skin, colour of the hair in 
the affected region and photography were taken before treatment and after 
treatment. 
Depigmentation present in other disorders like diabetes mellitus, 
leprosy, syphilis thyrotoxicosis were excluded   
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Sex Distribution: 
 20 patients of both sexes were selected for the dissertation study.  
Among the 20 cases 45% were male and 55% were female.  The sex 
incidence was higher in females than male. 
Age Distribution: 
 10% of patients were found in 21-30 years and 5% of cases were 
found age group in 31-40 years, 10% cases were found in the age group 41-
50 years. 40% of cases were found in the age group 51-60 years.  30% of 
cases were found in the age group 61-70 years. 5% of cases were found in 
the age group 71-80 years. 
Socio – Economic status: 
 75% of patients were from poor socio-economic status and 25% from 
middle class family.  Nutritional defects also one of the cause of venpadai.   
Diet and Habits:  
Only 5% of patients treated were vegetarian and the rest 95% were 
found to be taking mixed diet.  20% were smokers 10% were alcoholics, 
10% were betel nut and tobacco chewers. 
Paruvakaalam: 
25% were affected in kaar kaalam (Avani – Puratasi) (Aug – Oct) 
15% were affected in koothir kaalam (Ayppasi – Karthigai) (Oct – Dec) 
20% were affected in elevenil kaalam (Chithirai – Vaigasi) (Apr – June) 
40% were affected in Muthuvenil kaalam (Aani – Aadi) (June – Aug) 
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Thinai: 
 85% of patients were belonging to maruthanilam.  In siddha literature 
reveal that maruthanilam is as place that can be regarded as “disease free 
zone” and cures all the disease.  But various environmental chages in the life 
style in marutham, disease venpadai occurs irrespective of any place.  
Maximum patients came from in and around Tirunelveli which belongs to 
maruthanilam. 
 15% of patients were belonging to neithal nilam. 
Reference to Mukkutram: 
A) VATHAM: 
Viyanan and Samanan were affected in 100% of cases. 
Abanan was affected in 20% of cases. 
Koorman were affected in 40% of cases. 
In Venpadai helminthes amoebiasis, digestive upset and  nutritional 
defects also one of the cause leads to digestive problem, loss of appetite, 
constipation. 
B) PITHAM: 
Prasagam was affected in 100%, it gives complexion to the skin. 
In Venpadai skin colour changes in due to prasagam affected. 
Anarpitham was affected in 60% of cases.  It gives appetite and helps 
for digestion.  Digestive upset is one of the cause of Venpadai and also 
Ranjagam was affected in 75% of cases. It gives colour to the blood.  
Decreased haemoglobin percentage is one of the cause of Venpadai. 
Alosagam was affected in 40% of cases. 
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C) KABAM: 
Klethagam 60% of cases were affected. Klethagam helps in digestion. 
In Venpadai digestion problem is common due to helminthes, amoebiasis 
and nutritional disorder. Avalambagam 60% of cases were affected. 
UDAL KATTUGAL: 
 Saaram was affected in 100% of cases. 
Seneer was affected in 100% of cases. 
Saram is responsible for skin colour. 
Senneer is responsible for complexion of the skin.  In Venpadai Saram 
and senneer were affected for all cases. 
ENVAGAI THERVUGAL: 
 In Envagai thervugal Niram was affected in 100% of cases, because 
in Venpadai skin colour change into white.  
Naa affected in 30% of cases. 
 Vizhi affected in 40% of cases.  
Malam affected in 20% of cases. 
 Naadi 70% of patients had the higher incidence of Pitha vatham and 
the remaining 30% of patients had Pitha kabam.  
REFERENCE TO NEERKURI AND NEIKURI: 
 In Neerkuri 100% of the patients had straw coloured urine.  In 
neikuri process the oil resembled that of spreading like a snake 20% and 
80% standing like a pearl. 
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MANAGEMENT: 
 In siddha system the treatment is based on the deranged dhosa.  The 
vatha, pitha and kaba dhosas are brought down by Viresanam, Vamanam and 
Anjanam respectively. 
 Initially 10gm of Nilavagai choornam was give with water of bed time 
after food. 
Drug: 
Internal 
¾ Karpokarisi choornam-1 gram tds with honey after food. 
External Application 
¾ Kandangkattari Pazha thylam (external) 
The procedure for the preparation of the drugs were taken from. 
 Internal medicine  -   Anuboga Vaithiya Murai Part – 3, P. No. 133 
   Dr. C.N. Kuppusami and Dr. V.S. Parvathy 
External medicine  - Pathartha Guna vilakkam – Moola Vargam   
  C. Kannuusamipillai Page No.-168 
 The reason for selecting this internal and external medicines. 
 Venpadai needs prolonged therapy.  There are numerous internal and 
external medicines.  Usually the external medicines in some cases, when 
applied over the skin it causes itching, papule, photosensitive action in the 
patients, to overcome this practical difficulties the author wishes to ascertain 
a standard external medicine. 
 As this external medicine is applied, there is no systematic toxicity 
adverse effect or withdrawl symptoms. 
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 There is no contra-indication in Venpadai, while giving the following 
drug as internal and external medicine.  It is applicable to adults, infants, 
children, elder people and patients who are suffering from other diseases.  
 The result were assessed by improvement of the lesion (The Color of 
lesion turn into rosy petal color from the milky white color with in ten days) 
decreasing  the peripheral area in size, no new lesion are developed, 
formation of pigmentation in the affected area.  
 The patients were treated in Inpatient ward up to twenty days, after 
discharges they were instructed to attend postgraduate department of sirappu 
maruthuvam out patient ward for further follow up. 
 At the end of the treatment the result were categorized as follows. 
Good Relief: 
White patches are completely reduced.  
(Evidence of photos or enclosed)   
 No new lesion has developed. 
Moderate Relief: 
 White patches moderately reduced  
 No new lesions developed  
 Black colour pigmentation formed in affected area. 
 Other symptom are well reduced satisfactorily. 
Mild Relief: 
 White patches were slowly reduced  
 Partially new pigmentation are formed 
 No new lesion developed in other parts of body 
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Diet restriction was instructed to the patient during the course of 
treatment. 
 During discharge the patients were advised to follow yogasanas and 
pranayamam.  These helped them to prevent recurrences and patients felt 
better in doing them. 
 Pharmacological studies were carried out in the Department of 
pharmacology Government Siddha Medical College, Palayamkottai. 
 Karpokarisi Choornam posses significant acute & chronic anti 
inflammatory action. 
Kandangkattari Pazha thylam (external) posses significant acute 
anti inflammatory action. 
 Karpokarisi choornam has significant antihistamic action.  
Bio Chemical analysis of the drug was also done in department of bio-
chemistry laboratory of Government Siddha Medical College, 
Palayamkottai. 
 All the drugs were put to therapeutic use only after careful purification 
process laid down for them individually. No toxic or side effects were 
clinically reported or observed in any case during the course of the treatment. 
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SUMMARY 
¾ The dissertation work on Venpadai is choosen by author with an 
intention to give physical and mental clinical relief to the patients 
those who are suffering from this disease, with out any harm. 
¾ Various literature have been collected regarding venkuttam from 
siddha texts as well as modern text books. 
¾ The efficacy of Karpokarisi choornam (Internal) and 
Kandangkattari Pazha thylam (External) were appreciated through 
the study of this work. 
¾ Twenty patients were selected from different age and sexes, from Post 
Graduate. Sirappu Maruthuvam department for study purposes. 
¾ All the cases were treated as in patient in the ward of Post Graduate 
Sirappu Maruthuvam at least 19 to 40 days, and after they were 
followed and managed as out patient after discharges from IP ward. 
¾ Available modern investigations were also considered for diagnosis 
and the progress of the patients was followed and case proforma were 
prepared accordingly. 
¾ Among the 20 patients, 9 cases had good clinically improvement and 6 
cases had moderate relief, 5 cases had mild relief. 
¾ Clinical findings reveal about the disease and its impact in the body.  
Statistics taken with the help of details in the case sheet, were dealt in 
details in observation and results which gave clear knowledge about 
the disease. 
¾ During and after the course of treatment no side effects were reported. 
¾ The efficacy of the drugs were studied by bio-chemical analysis and 
pharmacological analysis. 
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CONCLUSION 
 When Karpokarisi Chooranam and Kandangkattari Pazha thylam 
(ext) were admininstered to the venpadai patient, following results were 
observed. 
 Results shows that 9 cases were cured (45%) and 6 cases had 
moderate relief (30%) and 5 cases had mild relief (25%). 
 The trial drugs were very effective to the patients and there was no 
recurrence of symptoms. 
 Cost of the drug is very cheap and free from side effect.  So they are 
useful for long term purposes. 
 The drugs along with yoga and pranayama as supportive therapy 
showed very good prognosis. 
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ANNEXURE - I  
 
DRUG REVIEW 
cs;kUe;J : fhh;Nghfhprp #uzk; 
kUe;J nra;Kiw 
 fhh;Nghfhprp - 3 gb (3.9 ypl;lh;) 
 cjpak;gl;il #uzk; - 1 gb (1.3 ypl;lh;) 
 Rj;jpj;j mag;nghb - 10 tuhfndil (42 fpuhk;) 
 Rj;jpj;j kz;^unghb - 10 tuhfndil (42 fpuhk;) 
 fhprhiy rhW - 10 gb (13 ypl;lh;) 
 fhprhiy rhw;wpy; ruf;Ffis fye;J> jpdKk; #hpa xspapy; itj;J 
vLf;fTk;. rhW Rz;baTld; vLj;J #uzpj;J nfhs;sTk; 
msT 
 1 fpuhk; - %d;W Ntis cztpw;Fg; gpd; 
mDghdk;  
 Njd; 
jPUk; Neha; 
 ntz;Fl;lk; jPUk; 
 mDNghf itj;jpa Kiw ghfk; - 3> gf;fk; - 133>  
     kU.rp.vd;. Fg;Grhkp kw;Wk; kU.tp.v];. ghh;tjp 
¾ fhh;Nghfhprp – PSORALEA CORYLIFOLIA 
 FLk;gk; : Fabaceae 
 Rit - ifg;G> jd;ik - ntg;gk;> gphpT - fhh;g;G 
‘fhh;Nghf khkhprp fz;lhw; fug;ghd;Gz; 
gPh;rFt eQ;rpitNghk; gpj;j Kz;lhk; - ghh;kPjpy; 
thj fgeikr;ry; td;nrhwprp uq;FkWQ; 
rPj kyh;f;Foyha; nrg;G” 
¾ mfj;jpah; Fzthflk; 
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Fzk; 
 fLtd;> tpuzk;> rh;g;gtp\k;> thjrpNyj;Jkk;> jpdT> ahidr;nrhwp> fpue;jp 
,itNghk;. grpia cz;lhf;Fk;. Fl;lj;ij tpyf;Fk;. 
Chemical Constitution 
Essential oil, a non volatile terpenoid oil, a dark brown resin, a 
pigment (probably a hydroxy falvone), mono terpenoid phenol, raffinose 
coumarin compounds, psoralen, iso psoralen, psoralidin, Isopsoralidin and 
corylifolin. 
Psoralen & Isopsoralen 
↓ 
Specific effect on the arterioles of the subcapillary plexes 
↓ 
Dialated 
↓ 
Plasma ↑ 
↓ 
Skin becomes red & 
Melanoblasts stimulated (pigement forming cells) 
¾ Wealth of India 
cjpak; gl;il -  LANNEA COROMANDELICA 
FLk;gk; : Anacardaceae  
Rit - Jth;g;G jd;ik - ntg;gk; gphpT - fhh;g;G 
‘Gz;Giufp uhzpuj;jg; Nghf;fjprh uq;fLg;Ge; 
jpz;ngWjh fQ;NrhgQ; rPjsKk; - ez;gp 
yjptpiuthaj; jhz;L kzq;Nf gUj;j 
Tjpukuj; jpd;W}uh NyhJ.’     
¾ gjhh;j;j Fz tpsf;fk; 
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Fzk; 
tpuzk;> Gz;> Giu> fpufzp> uj;jNgjp> rPjfLg;G> jhfk;> %h;r;ir> gpj;j 
rPjsk; tpyFk;.  
Chemical Constitution 
De epicatechin, phlobactannis, physcion, anthranol B, a neutral poly 
saccharide compound of D galactose, L arabinose. The bark has stimulant 
properties. 
manghb - IRON 
Rit - ngUk;ghd;ik Jth;g;G rpwpJ Gspg;G> ifg;G> tphpak; - ntg;gk; 
‘ghz;L ntz; Fl;lk; gUe;J}y Neha;Nrhig 
khz;blr;nra; ke;jq;fh khiyFd;kk; g+z;l 
ngUe;jhJ el;lKk;Nghk; Ngjpgrp Az;lhq; 
fUe;jhJ el;lkpLq; fhy;”    
¾ gjhh;j;j Fz tpsf;fk; 
Fzk; 
 gpj;jghz;L> ntz;Fl;lk;> mjpJ}y Neha;> Nrhig> ke;jk;> fhkhiy> 
Fd;kk;> Rf;fpyel;lk;> fopr;ry; ePq;Fk;. grp cz;lhFk;. 
kz;^uk; - FERROSO FERRIC OXIDE 
Rit - ngUk;ghd;ik Jth;g;G rpwpJ Gspg;G> ifg;G> tphpak; - ntg;gk; 
‘rpl;lnkhd;whw; Nrhig fpistPf;f kj;jpRue; 
Jl;ltpl ghfQ; Rthrikaq; - nfl;l nfhLk; 
ghz;bUky; ePuhik ghOk; gpukpaKd; 
jhz;btpL Kz;buj;j jhJ.” 
¾ gjhh;j;j Fz tpsf;fk; 
Fzk; 
 thjNrhig Kjypa tPf;fq;fs;> mj;jpRuk;> nfhba tplghfk;> ,iug;G 
fgNfhgk;> Njfk; ntspwy;> fhrk;> ePuhikf;fl;b> gpukpak; ,it ePq;Fk;. uj;jk; 
tpUj;jpahFk;. 
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fhprhiy - ECLIPTA PROSTRATA  
FLk;gk; : Asteraceae  
Rit - ifg;G> jd;ik - ntg;gk;> gphpT - fhh;g;G 
‘Fuw;fk;kw; fhkhiy Fl;lnkhL Nrhig 
Aww;ghz;L gd;Ndh nahopa - epuw;nrhd;d 
nka;ahe; jfiunahj;j kPsp z;Z ew;Gyj;Jf; 
ifahe; jfiunahj;jf; fhy;”   
¾ mfj;jpah; Fzthflk; 
Fzk; 
FutWg;G Neha;> fhkhiy> Fl;lk;> Nrhig> ghz;L> gy;Neha; ePq;Fk;. clypw; 
nghw;rhaYk;> Mspf;Fs;s gyKk; cz;lhFk;. 
Chemical Constitution 
Ecliptal, a new terthienyl aldehyde, stigmasterol, a terthienyl 
methanol, 2 formyl terthienyl, wedeloactone, de me wedeloactone, and it  
7-0-glucosides. 
mDghdk; 
 ‘mDghdj; jhNy atpo;jk; gypf;Fk; 
 ,dpjhd Rf;F d;dypQ;rp - gpDKjfq;  
 Nfhkak; ghy;Kiyg;ghy; Nfhnea;Njd; ntw;wpiyePh; 
 Mkpijah uha;e;Jnra yhk;.” 
 vdNt mtpo;jk; gypf;f mDghdg;nghUs; mtrpak; Njit. mt;tDghdg; 
nghUs;fSs; NjDk; Kf;fpakhdjhFk;. 
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ntspkUe;J - fz;lq;fj;jphp goj; ijyk; 
kUe;J nra;Kiw 
 fz;lq;fj;jphp gok;  - 1 gq;F 
 ey;nyz;nza;  - 1/4 gq;F 
fz;lq;fj;jphp goj;ij Fioa Ntf itj;J> file;J> ey;nyz;nzAld; 
fye;J> nkOF gjj;jpy; fha;r;rp tbj;Jf; nfhs;sTk;. 
 gjhh;j;j Fz tpsf;fk; - %yth;f;fk; gf;fk; - 168>  
rp. fz;Zrhkp gps;is. 
fz;lq;fj;jphp gok; - SOLANUM SURATTENSE 
FLk;gk; - Solanaceae 
Rit - fhh;g;G> jd;ik - ntg;gk;> gphpT - fhh;g;G. 
‘fhrQ; Rthrq; faQ;rPjk; gy;yuiz 
tPR nrhwpjpdit tpl;NlhLk; - NgRliy 
Aj;jhpf;Fe; jPgdj;ij Az;lhf;fp Lq;fz;lq; 
fj;jphpg;g of;Fzj;ijf; fhz;.” 
¾ gjhh;j;j Fz tpsf;fk; 
Fzk; 
 ,Uky;> ,iug;G> rak;> fgk;> gy;yuiz> Gil> eik ePq;Fk;. gyj;ijAk;> 
grpiaAk; cz;lhf;Fk;. 
Chemical Constitution 
Solasonine, solasodine, solamargine, β-solamargine, β-carotene, 
caffeic, chlorogenic, iso chlorogenic, neo chlorogenic acids, esculin, 
esculetin, scopoletin, cycloartanol, cycloartenol, cholesterol, diosgenin, 
carpesterol, β-sitosterol, and stigmasteryl glucoside. 
 
100
ey;nyz;nza;  
vs;spy; ,Ue;J ey;nyz;nza; vLf;fg;gLfpwJ. 
vs;   : SESAMUM INDICUM   
FLk;gk; : Pedaliaceae 
Rit - ,dpg;G> jd;ik - ntg;gk;> gphpT - ,dpg;G 
 ‘vs;S kUe;ijf; nfLf;Fk; vdyhe; jpz;ikjUk; 
 cs;spiyiar; Nrh;f;Fk; cjpuj;ijj; - js;SkpU 
 fz;Zf;F xspiaAk; clYf;F td;ikAk; jUk; 
 FUjpg; ngUf;if cz;lhf;Fk;” 
¾ mfj;jpah; Fzthflk; 
Fzk; 
fz;Zf;Fk;> xspiaAk;> clYf;F td;ikiaAk; jUk;. FUjp ngUf;if 
cz;lhf;Fk;. 
Chemical Constitution 
A new antioxidant – Sesamolinol, sesamol, γ tocopherol isolated from 
seeds. Rich in oleic, linoleic acids, sesamin, sesamolin, phytosterol,  
β-sitosterol, small amount of phospholipids. 
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ANNEXURE - II 
BIO - CHEMICAL ANALYSIS OF 
KARPOKARISI CHOORNAM 
Preparation of the extract: 
 5gms of choornam was weighed, accurately and placed in a 250ml 
clean beaker. Then 50ml distilled water is added and dissolved well.  Then it 
is boiled well for about 10 minutes.  It was cooled and filtered in a 100ml 
volumentric flask and then it is made up to 100 ml with distilled water.  This 
fluid is taken for analysis. 
Qualitative analysis: 
S.   
No Experiment Observation Inference 
1. TEST FOR CALCIUM 
2ml of the above prepared extract is taken in 
a clean test tube.  Add 2 ml of 4% 
ammonium oxalate solution is added to it 
No white 
precipitate is 
formed  
Absence of 
Calcium 
2. TEST FOR SULPHATE 
2ml of the extract is added to 5% barium 
chloride solution 
A white 
precipitate is 
formed  
Indicates the 
presence of 
sulphate. 
3. TEST FOR CHLORIDE 
The extract is treated with silver nitrate 
solution 
A white 
precipitate is 
formed  
Indicates the 
presence of 
chloride. 
4. TEST FOR CARBONATE  
The substance is treated with concentrated 
HCL. 
No brisk effer 
vessence is 
formed  
Absence of 
Carbonate 
5. TEST FOR STARCH 
The extract is added with weak iodine 
solution 
No Blue colour is 
formed 
Absence of 
starch 
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6. TEST FOR IRON 
FERRIC: The extract is treated with glacial 
acetic acid and potassium ferro cyanide. 
No Blue color is 
formed 
Absence of 
ferric Iron 
7. TEST OF IRON FERROUS: 
The extract is treated with concentrated nitric 
acid and ammonium thio cynate 
Blood red colour 
is formed  
Indicates the 
presence of 
ferrous iron.  
8. TEST FOR PHOSPHATE 
The extract is treated with ammonium 
Molybdate and concentrated nitric acid. 
No yellow 
precipitate is 
formed  
Absence of 
phosphate 
9. TEST FOR ALBUMIN 
The extract is treated with Esbach’s reagent. 
No yellow 
precipitate is 
formed 
Absence of 
Albumin. 
10. TEST FOR TANNIC ACID. 
The extract treated with Ferric Chloride 
reagent.  
No blue back 
precipitate is 
formed. 
Absence of 
Tannic acid. 
11. TEST FOR UNSATURATION 
Potassium permanganate solution is added to 
the extract. 
It gets 
decolourised. 
Indicates the 
presence of 
unsaturated 
compound. 
12. TEST FOR THE REDUCING SUGAR. 
5ml of Benedict’s qualitative solution is 
taken in a test tube and allowed to boil for 2 
mts and added 8-10 drops of the extract and 
again boil it for 2 mts. 
Colour change 
occurs. 
Indicates the 
presence of 
Reducing 
Sugar. 
 
13. TEST FOR AMINO ACID. 
One or two drops of the extract is placed on a 
filter paper and dried it well after drying 1% 
Ninhydrin is sprayed over the same and dried 
it well. 
Violet colour is 
formed. 
Indicates the 
presence of 
Amino acid. 
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ANNEXURE - III  
PHARMACOLOGICAL ANALYSIS 
ACUTE ANTI-INFLAMMATORY STUDY ON 
KARPOKARISI CHOORNAM 
Aim 
 To study the acute anti-inflammatory effect of Karpokarisi Choornam 
Hind- paw method in albino rats. 
Procedure: 
 Nine healthy albino rats weighing 100-150gm were taken and divided 
into three groups, each consisting of three rats. 
 First group was kept as control by giving distilled water orally 
2ml/100gm body weight. The second group was given lbuprofen at a dose of 
20mg/100gm body weight. The third group received the test drug at a dose 
100mg/100g body weight. 
 Before administration of test drug, the hind-paw volumes of all rats 
were measured. This was done by dipping the hind-paw upto the tibio-tarsal 
junction into a mercury plethysmograph. While dipping the hind-paw, by 
pulling the syringe piston, the level of mercury in the centre small tube was 
made to coincide with red marking and reading was noted from the 
plethysmograph. 
 Soon after measurement, the drugs were administered Orally. One 
hour later, a sub-cutaneous injection of 0.1ml of 1% (W/V) carrageenin in 
water was made into plantar surface of both hind-paws of each rat. Three 
hours after carrageenin injection, the hind paw volume was measured once 
again. The difference between the initial and final volume was calculated 
and compared. This method is more suitable for studying the anti-
inflammatory activity in acute inflammation. The values are tabulated. 
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Effect of Karpokarisi Choornam 
Group 
Dose / 
100gm of 
body weight 
Initial 
reading 
average 
Final 
reading 
average
Mean 
difference 
% of 
inflam 
mation 
% of 
inhibi- 
tion 
Control 
(water) 
2 ml 1.1 1.85 0.75 100 - 
Standard 
(lbuprofen) 
20mg 1.3 1.35 0.05 6.6 93.4 
Test drug 
(Karpokarisi 
Choornam) 
100mg 1.0 1.35 0.35 38.8 61.2 
 
Result: 
 From the above experiment it is concluded that the test drug has 
Significant Anti-inflammatory action in acute inflammatory condition. 
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ACUTE ANTI- INFLAMMATORY STUDY ON 
KANDANGKATTARI PAZHA THYLAM (EXTERNAL) 
Aim 
 To study the acute anti-inflammatory effect of Kandangkattari 
Pazha thylam (External) by Hind-paw method in albino rats. 
Procedure: 
 Nine healthy albino rats weighing 100-150gm were taken and divided 
into three groups, each consisting of three rats. 
 First group was kept as control by giving distilled water orally 2ml/ 
100gm body weight. 
 The second group was given lbuprofen at a dose of 20mg/100gm body 
weight. The third group was externally with the test drug. 
 Before application of test drug, the Hind-paw volumes of all rats were 
measured. This was done by dipping the hind-paw upto the tibiotarsal 
junction into a mercury plethysmograph. 
 Soon after measurement, the drug was applied externally regular 
intervals (15minutes). 
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Group 
Dose / 
100gm of 
body weight 
Initial 
reading 
average 
Final 
reading 
average
Mean 
difference 
% of 
inflam 
mation 
% of 
inhibi- 
tion 
Control 
(water) 
2 ml 1.1 1.85 0.75 100 - 
Standard 
(lbuprofen) 
20mg 1.3 1.35 0.05 6.6 93.4 
Test drug 
(Kandang 
kattari Pazha 
thylam) 
- 1.0 1.32 0.32 42.6 57.4 
 
Inference: The drug has Significant acute anti-inflammatory action. 
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CHRONIC ANTI-INFLAMMATORY STUDY BY  
COTTON-PELLETS GRANULOMA METHOD 
Drug 
 Karpokarisi Choornam. 
Aim 
 To study the chronic anti-inflammatory activity of the drug in albino 
rats by cotton pellets implantation (granuloma) method. 
Procedure: 
 Cotton pellets each weighing long was prepared and sterilized in an 
autoclave for about one hour under 15 lbs atmosphere pressure.  Nine Albino 
rats weighing between 100-200gm were selected and were divided into 3 
groups.  Each rat was anaesthetized with ether and cotton pellets were 
implanted subcutaneously in the groin, two in each side. 
 From the day of implantation, one group of animals received 
Karpokarisi Chooranam at a dose of 100mg/100gm of body weight.  
 On the eighth day the rats were sacrificed and the pellets were 
removed weighed.  Then they were put in an incubator at 60ºC-80ºC and 
then weighed. 
The concordant weight was noted for all groups and compared. 
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The effect of Karpokarisi Choornam in chronic anti inflammatory 
study. 
Group 
Dose given 
orally 
Concordant 
weight in 
mgs 
Percentage 
inflammation 
Percentage 
inhibition 
Control Water 2ml 250 100 - 
Standard 
Ibuprofen 
20mg/100gm 
body weight 
 
55 
 
22 
 
78 
Test drug 
100mg/100gm
body weight 
125 50 50 
Inference : 
 The drug show moderate chronic – anti inflammatory action. 
 
109
 
ANTI- HISTAMINE EFFECT OF KARPOKARISI CHOORNAM 
ON ISOLATED ILEUM OF GUINEA PIG 
 
Preparation of the Drug: 
 1 gram Karpokarisi Choornam was dissolved in 100ml of water and 
decoction was made out of it. This was used for the studies. 
Method: 
 A guinea pig weighing about 450gms was starved for 48hrs and only 
water was allowed. It was killed by stunning with a sharp blow on the head 
and cutting its throat to bleed it, to death. The abdomen was quickly opened 
and the viscera inspected and loops of intestine identified using the batch as 
a land mark. Then the ileum was removed and placed in a shallow dish 
containing warm ‘Tyrode solution” mixed with Atropine with the help of 
25ml pipette, the lumen was gently rinsed out with saline. It was cut in to 
segments of required length, generally 4cm, in a full relaxed state and the 
stutures were made with needle and tied at either ends, the segment is 
suspended in an isolated organ bath. It was aerated by oxygen tube and 
immersed in Tyrode solution at 370C. Drugs were given to study the 
inhibitory effect of histamine induced contractions. 
 
 
110
 
 
 
 
Inference: 
 The drug has significant anti-histaminic action. 
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ANNEXURE – IV 
  
GOVERNMENT SIDDHA MEDICAL COLLEGE HOSPITAL, 
PALAYAMKOTTAI 
POST GRADUATE – SIRAPPU MARUTHUVAM DEPARTMENT 
(P.G.III) 
AN OPEN TRIAL OF SIDDHA TREATMENT 
DISEASE: VENPADAI 
DRUG:  INTERNAL :  KARPOKARISI CHOORANAM 
EXTERNAL: KANDANGKATTARI PAZHA THYLAM 
 
1. I.P NO: --------------        2. BED NO:  --------------  3. S.NO:   
                                    
4.  NAME:   -------------------------- 5. AGE (yr)         6.GENDER:  M    F     
 
7. OCCUPATION: -------------------------------- 
 
8. POSTAL ADDRESS 
_____________________________________________________________
_____________________________________________________________
_____________________________________________________________
_____________________________________________________ 
 
9. COMPLAINTS AND DURATION 
_____________________________________________________________
_____________________________________________________________
_____________________________________________________________
_____________________________________________________________
___________________________________________________ 
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10. HISTORY OF PRESENT ILLNESS 
_____________________________________________________________
_____________________________________________________________
_____________________________________________________________
_____________________________________________________________
___________________________________________________ 
11. PAST HISTORY 
_____________________________________________________________ 
_____________________________________________________________
_____________________________________________________________
_______________________________________________________ 
 
12. FAMILY HISTORY: 1.NO        2. YES    _  
_______________________________________________________ 
  
13. MENSTRUAL HISTORY: 
     1. N.A         2. Not attained puberty         3. Menstrual cycle-Regular       
       4. Menstrual cycle-Irregular          5  . Attained Menopause                          
 HABITS 
Yes(1)       No (2) 
14. Smoker      
15. Alcoholic 
16. Betalnut chewer 
17. Non-vegetarian     
GENERAL EXAMINATION 
18. Body weight [kg]                              
19. Body temperature [ºF]                      . 
20. Blood pressure (mmHg)   
21. Heart rate / min.                      
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22. Respiratory rate /min   
23. Pulse rate /min.         
            
           (1) Yes          (2) No  
  
24.  Pallor  
25.  Jaundice    
26.  Clubbing  
27.  Cyanosis  
28.  Pedal edema  
29. Lymphadenopathy            
30. Engorged veins                                             
CLINICAL EXAMINATION OF SKIN 
31. SITE : _________________________________________ 
32. COLOUR: 1.Normal  2.Reddish      3. Black 
   4. Silvery   
33. SIZE OF LESION (Length cm) : 
__________________________________ 
34. SHAPE:   1. Round      2. Coined        3. Diffused 
35. ITCHING: 1. No  2. Mild 3. Moderate         4. Severe 
36. ERYTHEMA: 1. Present          2. Absent 
37. SCALING:  1. Present          2. Absent 
38. BLEEDING: 1. No  2. Mild  3. Moderate          4. Severe 
    Yes (1)  No (2) 
39. PUSTULE :  
40. PAPULE :  
41. MACULE :  
42. PIGMENTATION: 1. No  2. Hypo  3. Hyper 
43. SENSATION: 1. Normal     2. Anaesthetic      3. Hyperaesthitic 
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44. CANDLE GREASE SIGN :  1. Present  2. Absent  
45. AUSPITZ SIGN : 1. Present  2. Absent  
46. KOEBNER’S PHENOMENON:   1. Present  2. Absent   
 
EXAMINATION OF VITAL ORGANS  
                                           (1) Normal    (2) Abnormal  
47. CVS      ............................. 
48. RS                                                   ………………… 
49. ABDOMEN      ………………… 
     SIDDHA ASPECTS   
50. NILAM 
  
 1. Kurinji     2. Mullai        3. Marutham         4. Neithal        5. Palai       
51. KAALA IYALBU 
 
 1. Kaarkaalam  2. Koothirkaalam  3. Munpanikaalam 
 4. Pinpanikaalam  5. Ilavenirkaalam  6. Muduvenirkaalam                             
52. UDAL IYALBU 
 1. Vatham          2. Vatha pitham   3. Vatha kabam     
         4. Pitham     5.Pitha vatham                 6. Pitha kabam    
         7. Kabam          8. Kaba vatham             9. Kaba pitham    
53. GUNAM 
 1. Sathuvam  2. Raasatham     3. Thamasam 
AYMPORIGAL 
          (1) Normal     (2) Affected   
54. Mei                             …………………… 
55. Vaai                                                           …………………... 
56. Kan                                                           …………………… 
57. Mookku                                                      …………………… 
58. Sevi                                                            …………………… 
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KANMENDHIRIUM / KANMAVIDAYAM 
 
 (1) Normal     (2) Affected    
59. Kai                                                              …………………. 
60. Kaal                                                             ………………… 
61. Vaai                                                   ………………… 
62. Eruvaai                                              …       ………………… 
63. Karuvaai                                                       ………………… 
 
UYIR THAATHUKKAL 
VAATHAM  
                (1) Normal   (2) Affected 
64. Pranan                                            …………………… 
65. Abanan                                                    ………………….....    
66. Viyanan                                                         …………………....      
67. Uthanan                                                           ……………………    
68. Samanan                                                           …………………….                             
69. Nagan                                                               …………………….    
70. Koorman                                                          ……………………  
71. Kirukaran                                                          ……………………         
72. Devathathan                                                      ……………………     
73. Dhananjeyan                                                     ……………………  
 
PITTHAM  
                    (1) Normal   (2) Affected 
74. Analagam                                                            ………………….. 
75. Ranjagam                                               ………………….  
76. Sathagam                                               ………………….. 
77. Alosagam                                                         …………………..             
78. Prasagam                                                         …………………… 
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KABAM 
 
                       (1) Normal   (2) Affected 
79. Avalambagam                                  ……………………. 
80. Kiletham                                     …       .......………………. 
81. Pothagam                                         ..…………………..          
82. Tharpagam                                       ……………………..    
83. Santhigam                                        …………………….. 
UDAL THAATHUKKAL 
                     (1) Normal      (2) Affected 
84. Saaram                                                                 ………………….    
85. Senneer                                                      …………………. 
86. Oon                                                               ………………… 
87. Kozhuppu                                                     ………………… 
88. Enbu                                                            ………………… 
89. Moolai                                                   ………………… 
90. Sukkilam / 
     Suronitham                                                          …………………. 
 
ENVAGAI THERVUGAL 
91. Naa                                                                  ………………….. 
92. Niram                                                     ………………….. 
93. Mozhi                                                                 ………………….. 
94. Vizhi                                                                …………………. 
95. Sparisam                                                            ………………… 
96. Naadi     
 1. Vatham          2. Vatha pitham   3. Vatha kabam     
         4. Pitham     5.Pitha vatham              6. Pitha kabam    
         7. Kabam          8. Kaba vatham             9. Kaba pitham    
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MALAM 
             (1) Normal    (2) Affected 
97. Niram                                 …….…………….. 
    Yes (1)   No (2)   
98. Nurai                           .…………… …….. 
99. Kirumi                                               …………………..... 
100. Kalappu                                                        ……………........... 
101. Erugal                                             …………………..  
102. Elagal                                            ………………….. 
 
MOOTHIRAM 
 Neerkuri 
          (1) Normal      (2) Affected 
103. Niram                                                   ………………… 
104. Manam                                                           ………………… 
105. Edai                                               …………………. 
106. Nurai                                          ………………… 
107. Enjal                                                                     …………………. 
 
 Neikuri  1. Vaatha Neer         2. Pittha Neer      3. Kaba  Neer       
_________________________________________________________ 
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LAB INVESTIGATIONS 
BLOOD 
 
108. TC (cells/ cu.m.m) 
 
DC (%):109N.           110.L               111.M            112.E               113.B 
 
114. ESR (mm) ½ Hr              115. ESR (mm): 1 Hr: 
 
116. Hb (g %)            
 
Blood Sugar (mg%) :   117. Fasting                    . 
    118 Post-prandial                 .   
    119 Random                         . 
120. Blood Urea (mg%)   :             . 
121. Serum Creatinine :                . 
122.  Blood Cholesterol (mg%) :                .   
URINE 
123. Albumin -   0.Nil          1.+    2.++            3.+++ 
124. Sugar  -   0.Nil      1.+           2.++             3.+++   
 Deposit:  Present (1)  Absent (2) 
125. Pus cells                                            _________________ 
126. Epithelial cells                                                     ________________ 
127. Red blood cells                                                    ________________  
128. Casts/ Crystal                                                      _________________ 
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MOTION            Present (1)  Absent (2)  
129. Ova   -                                __________________ 
130. Cyst   -                                __________________ 
129. Occult blood -                                                  __________________ 
130. Pus cells  -                                 _________________ 
Drug issued for patients. 
 
131. No. of vadagam:    
132. Volume of Thylam (ml) :     
  
133. Date: _______________134. Signature of Doctor: ___________ 
 
 
135. Station: _____________136.  Signature of H.O.D:___________ 
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